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ABSTRACT

Weightlift is a high weight-bearing exercise and had through to be benefit for bone
health. However, if the train program and rest time did not deploy properly, may
increase the risk of fracture injury. Besides, numerous studies have shown weight loss
quickly may have negative effect of bone metabolism in weight class athlete, which
hormone homeostasis such as leptin level also altered while body composition changes.
Recent evidence suggests that leptin may play a role in bone metabolism. The effects of
leptin and weight-bearing type during exercise training changes on bone metabolism
remained uncertain. Therefore, the purpose of this study is to evaluate bone metabolic
changes and effect of leptin during training session on weightlifters, or by other bone
regulatory hormones mediate the effect of physical activity on bone . Eleven male
weightlifters aged 22-23 years old were recruited from top ranked College weightlifter
team in Taiwan. During the training session, all subjects were asked to follow the
training program previously designed by coach. Fasting blood sample were collected in
early morning at the day 1, 15, 35 and 55 of the training session. Bone cytokine OPG
and RANKL, and bone specific biochemical markers including Osteocalcin, B-ALP,
beta-crosslaps, and bone regulatory hormones Leptin, PTH, Testosterone, and Cortisol
were analyzed to evaluated bone metabolic status. Weekly training volume and
anthropometric parameter were recorded by questionnaires. Training volume kept
reducing since beginning of this study according to pre-design training program. Body
weight and fat mass were not significantly changed. Free fat mass on day 35 and 55
significant increased. Leptin level were slightly increased on day 35. PTH level were
increased significantly on day 55. Testosterone and Cortisol level were decreased on day

35 and returned to basal level since day 55. OPG level were slightly increased on day 55.
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sRANKL were not significantly changed. B-ALP level were slightly increased on day
15. Osteoclacin and beta-crosslaps level were decreased significantly on day 35 and
returned to basal level since day 55. Correlations between Leptin and bone parameters,
Leptin (A23) was positively associated with OPG (A34) and SRANKL (A34).
Leptin ( A23) was negatively associated with Osteocalcin ( A23) and Beta-crosslaps
(A23) ,and Leptin (A23) was positively associated with B-ALP (A34) . Results
of present study indicated that bone mineralization and bone resorption were correlated
to training volume while bone formation was not. Leptin concentrations increased was
produced bone protective effect in early training session, to promote osteoblast
precursors growth and differentiation indicated of bone formation increased in the late
training session. And exercise intensity increased at the late training session, brought
mechanical loading caused both osteoblast and osteoclast reactivation with Leptin delay
effect of early training session combined effect of bone metabolism. Exercise product

mechanical loading return regulation of bone metabolism.

Keyword : Weight-bearing exercise, Leptin, Bone metabolism
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(- )~ % @m* (Osteoblast)
g h wre g B I ARF e Y o FFFLEER
bk e g wre A o B 2 ¥ P %( Endosteum )

fr @ 7 0F 4 = o 4F % ( Osteoprogenitor cells) » # A& i =

i F w4 'w "2 ( Preosteoblasts) & » & F & 2= pF &£ o @ F 2
Sowm AR w e ot Fod g b o v &R o R e Y LR e
( Mesenchymal Stem Cell, MSC) & » % p % {g & i @ = o
i » 3 ¥ % 48 w ¢ ( Preosteoblasts) 2 £ pF ¥ > e ¢ &
£ x % - A M R F9 (Typel collagen) % & 39 % F9 F
ok A FF e mp L d o hFF e R 9 Nl
A A 2 £ X RHFHAEF AT - AW R R 9 F oo LA

( total procollagen type I amino-terminal propeptide, tPINP)

&% - Alw % R k9 B ¥ w9 4a (total procollagen type I
carboxy-terminal propeptide, tPICP) % = 5 Bl & # & = ¥ #
£ & 45 % (Christenson, 1997; Seibel, 2005) = ¢+ 2 £ F1f & 7 §
X P 5 w2 £ OF]F ] B 40 TGF-f~ IL-1~ 1,25 (C OH)
D3~ PTH % » % fm% i br & £ % & 8 2 5 5 |2 i ¥ fm
( Osteoblasts) & » € = £ & = ¥ 4 |+ # pk f* ( Bone-specific
Alkaline Phosphatase, B-ALP ) & » ¥ & & i # ©~ & 42 >
gk e g AP F R Fe FF A (Osteocalcin) »
Osteopontin H 24 4T 8 F+ & B R . F w3 3 F e o

zZ B AFY > R *x L F e (Osteocytes) e



(= )~ % =" (Osteoclast)

B me v o4 F A Y s P (Blood
Mononuclear Cells, BMCs ) H & & it & = » & d 'w% ¥ %
M-CSF ( Macrophage-Colony Stimulating Factor ) -~ *& % 3 >
%] + ( Tumor necrosis factor-o, TNF-a) ~ IL-1 >~ X % & v %
%] + «xB fic 48 %9 ( Receptor Activator of Nuclear Factor kB
Ligand, RANKL ) % ] j& &~ = gL &+ % 48 w ¥
( Prosteoclast) > & {7 F g & 7 % (& & 5 = 3 5 2 g ¥
m e F oA E e BT R A G B A R AR P
fs 1+ B% f& f* ( tartrate-resistant acid phosphatase, TRAP) 1 %
& d Cathepsin K ~ Carbonic anhydrase 11> & & =+ § 7 § ¢
IS RAHS GRS Bt P o F i EBE
% B (Teitelbaum, 2000) » ¥ # = 7%‘« AN U X T LI R &
s

T

e g d B o4 fRIEY B A R B R v PR ATF LoD R
Pood TORAEHEHES o L2 % 1AM R Ky A EREE R
# 5 ( Carboxyterminal cross-linked telopeptide of type I
collagen, ICTP) & £ B-crosslaps > CTX » ¥ i & # £ =& Jc i

= 2 0P % o

+ RANKL/RANK/OPG 4 % ¢ §=

RANKL/RANK/OPG 5 St $ 3 % f * FH o d & > B P 7
Fme A% £ EARY P F e EF o 4 f 4B RN IR
Foomre chd 4 o b s BN F S ERE Y - g d ot £

+ 73 d B F OPG fv RANKL o4 i » 3 & F # § = jc iv #

H

G

(L. Hofbauer, Dunstan, Spelsberg, Riggs, & Khosla, 1998; L.



C. Hofbauer, Gori, et al., 1999; L. C. Hofbauer, Khosla, et al.,
1999) - ¥ ﬁ 3% % RANKL/OPG ¥ & 7 i i % F & 3K =m o
ip % (Kostenuik, 2005) » + = & & g # w5 F fH 4 > T %
Bl ¥ 4] L # o % H 35 & 22 E i (Boyle, Simonet, & Lacey,
2003) -

( - )~ RANKL
F 5 E_%‘«Pf’ e D % € A X MW E P+ kB e
99 ( Receptor Activator of Nuclear Factor kB Ligand,
RANKL ) & % ¢ % w % & ¥ @ %% (Kearns, Khosla, &
Kostenuik, 2008) - & % #% p» RANKL i1 & 5 i ¥ w7 §## &
Bt o oa kR
PRk A M A & 99 sSRANKL 2 4 5 F B o s F w2

T

Plpe st F v 25 & & 5 L 2 B3 8 g
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S
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£ % ¥ RANKL fe B % % % + & % 8 RANK ( NF-xkB) % &
6 > BENFEAF e o it 2 32 4 R (Jimi et al., 1999;
Kostenuik, 2005) & % % =% # 37 ¢ L & sRANKL # i # *v &
F %% % I (Burgess et al., 1999)- @ %2 ¥ w % %X 3] 1,25( OH)
D3~ PTH % s 4 & %] 3 #7 f| & » = # 4+ sRANKL 2z » &
(Buxton, Yao, & Lane, 2004) -

(z )~ OPG
f % :# %2 ( Osteoprotegerin, OPG) 1 & d 2 ¥ 'w % &
o % OPG ¥ RANKL 4 % % & » RANKL & 2 & B % 'w
% o4 % B RANK & & > @ 4] & v Bt F w2 o2 5 @ 3f B
oo ek B e 7R R R oo iv o o F o4 s B R AR F e
e e 4 £ & v iF 2 OPG 2 % RANKL & RANK 45 & > R ¢



Frdl B ¥ w4 £ ¥ 4o i (Kostenuik, 2005) - & # F =%
oo 5‘]"$ OPG # Flem ¥ B ¥ + d * & ;2 3 & RANKL & & %
% P RANK 3 & » % 3% R E 5 % F st 2 9 ® % (Bucay et
al., 1998)c @ i % Wm® + OPG v 4 R ™ £ 3 7 & w % % -~
FE 52 4 & %3 a3 & 5 40 Testosterone ~ Parathyroid
hormone ~ Glucocorticoid v Vitamin D % (L. Hofbauer, et al.,

1998; L. C. Hofbauer, Gori, et al., 1999; L. C. Hofbauer,
Hicok, Chen, & Khosla, 2002) -

CEEF R

Ji

(- )~ &l 7 k" % Parathyroid hormone ( PTH)

PTH 5 £ & cv 3} 45 = £ % ( Calciotropic hormones) > %
WP RBERKE T FOE THRARE PR &% & 4
i 4 0 A BN 3T PTG kB PTH ch A 2 > B 4 T %
G R o o ' r W e d F R Y % R R &Y A
ot BB AR Y d TR TR 4 4T F (Klesges et al., 1996) o
m PTH # > % Mm% n 2 5 ¢ ﬁfr'g CURD o2 Sk R E A e EPAN < S
Moo & K 4 b %2 2 RANKL ek B - & OPG 2 % 3 (Lee
& Lorenzo, 1999) > & 3 % wmPe s chF % ¢ » b % 0 PTH %
*» RANKL & OPG 2 % ® 7™ 3 - X % % (Fu, Jilka,
Manolagas, & O'Brien, 2002; Takami et al., 2000) o - ¢ >
Schnoke % (2009) # 3 ;f?] 4 PTH +# %’% d ¥ 24 DNA e i3 4 af
¥ % ¥ we am &~ ( Apoptosis) (Schnoke, Midura, &
Midura, 2009) - # ¥ *fa‘ﬁ hHE - & E R R hEBER G

¥ = PTH ¥ ¥ + 2 (Barry & Kohrt, 2007) ; ¥ ¢ » & #H e1e



A NEHDRT KB - g ? PTH B B (Chen & Yang,
2004) > @ £ pFREF a4 PR A6 F " PTH 9 4 & (Brahm,
Strom, Piehl-Aulin, Mallmin, & Ljunghall, 1997) -

(= )~ % # f* Testosterone

Testosterone ¥ * § M e % F & Wt d 7 £ & X &
H

§ > @2 E % (Androgen hormone) 2 - > Y B
d £ 1 p o x X e (leydig cell) 2 % ¢ “!T‘\/n\i'i’s?ii‘é v

e B 5 i pE 2 it v L Testosteroner ¥ £ X d
5-a-reductase # * 5 - & & FH A (dihydrotesterone) » & &
d % 4 ¥ (aromatase ) #& i* = ¢ % %2 o & x ;& * Testosterone
¢ B E % % &% F9 (Sex Hormone-Binding Globulin,
SHBG) % & » 25, & 2 E & ¢ ¢ Testosterone > @ x ;& ¢ ¥ 3
3 B @ (free testosterone) Al & 1 £ 5 2 H# ¥ J| *» &

( bioavailable) - & & A 3 ¥ w2 ~ ¥+ W% ~ H % =% & i
P wmre 29 ¢ AR FE%#HXZE (Androgen Receptor)
(Abu, Horner, Kusec, Triffitt, & Compston, 1997; Colvard et
al., 1989) » Testosterone ¢ %*F‘? b2 wme P R RE
( androgen receptor, AR) 2 & > i ¥ Ww %% OPG e % 3 (L. C.
Hofbauer, et al., 2002) > * B L F w2 2] £ 5 F 4] ¥ #
(Pederson et al., 1999) > A& % e 4 H ~ % v 5038 & (5 (&2
B2 30-60s ¥ ek L PP R IR ) ¥ # 4 Testosterone &N
& B (Hansen, Kvorning, Kjaer, & Sjogaard, 2001) - » & P& &
it 4 A i &> ¥ i ¢ H 3k Testosterone 1 4 -k T & f (Hackney,

2001) -



(=z )~ 4 ¥ @ Cortisol
Cortisol = # 4 & B 4 H 5 T d T A FRwhfFf
% 0 L 3 i F-9 FR LA fEIT* o Weinstein ¥ (2002) in

T

Cortisol & F 24 3 4 L % o % e 33 F & ¥ & = (Weinstein
etal.,2002)’iﬁﬁi"%ﬁ’-’%iﬁ%i@?ﬁ&ﬁﬁﬂﬂ” o ™ B W AR
# {5 Cortisol enjk B 3 4 » H > @ F e ¥ i 5 4] 0

K

% (Mouzopoulos et al., 2007) - Misra % (2004) a4 % H K
& & ( Anorexia nervosa) @ &k ¥ ¢ - 4 B EI LG R F D
Cortisol Jk & » ¥ = & % 2) & & Bk = & 48 B (Misra et al.,
2004) - A B R VR EFH R L P A F R LR R ER D
Cortisol "k ¥ (Hakkinen, Pakarinen, Alen, Kauhanen, & Komi,
1987) B & & & ¢ ¢ Cortisol £ # A 3 k B & 7 » £ i3
ks me b FRPEE S TR LG PR B

o8 L ENUTEEEEE RIS

FEH B A AR HF T % R% E (Peak Bone
Mass) & a4 % ¥ & 2 3 £ & o % & »c % (M. K. Karlsson,
Nordqvist, & Karlsson, 2008b) » # = 5 & B Ak ¢ + ® & & o5
CoEL 2 - o BB PR R e s R Y B AN i A2
BR P R @ EE Tk RE T o d
fe e Bk I f &F (Mechanical Loading) ™ 2 2 & &
A 4 e k% ¥ 4 ( Shear Stress) = F# LERCRE N R R EAE

-

% & %] (Weinbaum, Cowin, & Zeng, 1994) - B iF A2t B
F e 2 ST L 2 £ ¥ v X Wi X (Bone Turnover Rate) >

%ﬁfé B LR EFE I AL e g E S s I A F
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B HEAe o Flp > FR A AR - A E G RSB DR
& (Calbet, Moysi, Dorado, & Rodriguez, 1998; M. K. Karlsson,
Nordqvist, & Karlsson, 2008a) -

MFERDFY  FF 2R AHENEFA LG R
o
( Wight-bearing) Al & v @ & # 5 fl jx ¥ % R a8 B #H B
A ERE S H N R E L R R S AR

ek

( Osteogenic Adaptation) ™~ 3 72 F ® 5 > a & £

e % ¢ ( Strain magnitude ) & & + {§| % ¢4 F ( Rate of
strain) > A T E I VN g F e F P REBEE Faok ME &

( Minimum threshold) (Frost, 1988) » # M % %2 e E H_3F
& 2 FEERAAR T oo @ p£3EF R R HEFSGEAH
R A 2 I iF & A4 i #F 52 % ( Sport-specific) £ N = 4 5k
( Site-specific) (Hamdy, Anderson, Whalen, & Harvill, 1994;

—

p

M. K. Karlsson, Johnell, & Obrant, 1993) - Morel & (2001 )
o704 = E o @R Al ERE R R 0 4y 3k 3R

BB EHED  HFEFREL GRS DI TR A
A EESF RN E R FRAER TP g N ER AR
FoA o A B HFFTEFEYUE G EFRS D FE R

B Rk Bas F TRV EE G REHE R A ET LN
7% 1+ (Morel, Combe, Francisco, & Bernard, 2001) - % & 5 %
FEER I e 7 BE - 124 R s 3 EFE R L E
E o A2k EH R AR R RSS2 BT o

B

11



- ~ fp £ 3 % 5 4] ( Exercise Type) 2 # #& &

e
ok

i N A

)
# £ # # ( Weightlift) 5 f= 4 4] ( Resistance) & # 18
K
A

B Beh B f R ERVR RN SR e o
fl e A 4 cn@ & F R > @ FEELE L pPpRHE s FdAE P E

(ﬁé ~=h

#% % o % % B (Sabo, Bernd, Pfeil, & Reiter, 1996) - @ # &
BOE 2 3 F e %k o B R 24 2 M F R

I
(Heinonen, Sievanen, Kannus, Oja, & Vuori, 2002) - Hamdy

2 0(1994) W R E L frpgHh E L ~ g KF L EPRDKF R
BHERRFRTEEVRIG F A 2 EE Y BT FE
EEL R RFATERVRIG oA 2B E R ORF
ot PR R L A e T R A F L E (Hamdy,
etal., 1994) - ¥ ¢ » FUJIMURA % (1997) @& % - 4 § & &
AL S I el AR SR T S ST ST SR I ol 1 BN -3

#fex gk Lk E B P

F AR o KRa R e ER LA
L o= :f;] # Osteocalcin ~ B-ALP 2 PICP ¥ ¥ ¥ 3 *> £ 4] &= >
B R A WO OF O 4 H AR T R RRER AR
ip % Deoxypyridinoline A] % i& & 2" S 3 § & B 5 4 & L

SN 1 RN SR LR B SRR A S L o 3
Jjo i* * (Fujimura et al., 1997) - Shackelford %

L7 S N N A < S WE O RE S R el et R R
FAle 178 % % RAEEFRS A VR EERT R AN A
w & ® B-ALP-Osteocalcin~PTH % ¥ 3 *r (Shackelford et al.,

(2004) = 3

2004) F & 1 R B BRI DRI FHYLTER R

RS R EE EE R EEE RN E N

12



- ~ # # 5 B ( Exercise Intensity) 2 % %% & 3t

R AT EBEFERE LR RROEL TG T E o E

ke
E
i
kS

s F PERE IR S LR BB R m EERE R

$OF o S SR S R Bt ok Bl Y - Woitge % (2006)
iﬁﬂi,‘igﬁéﬁi‘gﬁﬁ’@é@j‘ﬁﬁ"”ﬁi@ﬁéi‘ﬁﬂlﬂ'lﬁ""FF'J%
£ % Jo 7 % (Woitge et al., 1998) 3 F i & % 4] 2 @ 4 4| &
e IE 5 2 > Maimoun % (2006) # 3 p 7 & & £ f =X B =

p
FERBE BRI RAHDRA R G EE 85 %ih g
R ERE 115% 3 % REFE S50 8 BT s
BBt b & 2 & 4 345 % Osteocalcin s CTx F B 3 4¢ i1
# 7 F & # F (Maimoun et al., 2006) - A & §F 3 i3 —‘F% L S
B R Fal g ERRAMMPNFRE R
Cortisol e jE B 3 4 > Testosterone ¢n M -k T fe ¥ N £ £ & J&
il g F > % 6 BB RN F oA i (Hackney, 2008,
Mouzopoulos, et al., 2007) - & & 5 £ $ F £ & § 245 = 2 »
#ohofs oo F s % & 45 4 B-ALP £ Cortisol & & ¥ { 4
B > Osteocalcin 7= ¥ Cortisol ~ PTH = % ¥ f 4p ¥ > PICP &
FRC M A RS woe g o F £ AT
(Mouzopoulos, et al., 2007) > ¥ & &_d 3 Cortisol & #r ] 12
P THER e RIRERLES L RE L hF Y E R
BHE A me gk OPG &2 RANKL % 8 ¥ 5 4 > 2 2 4 %
CTX % ¥ # % > & & 45 % Osteocalcin & ¥ & > > # 4 & £
%o i % > e ] F A5 & i % (Kerschan-Schindl et al., 2009) -

13



=z ~ # & pF F ( Exercise Duration) 2 # % & 3%t
Karlsson % (2003) B % B K &z A » # B RK &3 f ™
LR Ed g R AL EEERR S R R 2R R

7 B Osteocalcin~ B-ALP -~ ICTP % % ¥ 3 > £ 4] 2 > & 7 £

A

FRFAHEF > B F AR A TR PR D
£ AR RN FFREAEBINERTER T E DR
e B R > MAFFEHORFERTIT E8EE 2 H DR
B o»x ¥ (K. M. Karlsson, Karlsson, Ahlborg, Valdimarsson, &
Ljunghall, 2003) - Brahm % (1997) @& % & § 4p 3 > 37 41 =

g h £ = 35 % Osteocalcin & B-ALP & & F AR Ra

N
=

% PTH-~ % & & &2 A& f2 45 % PICP- ICTP R| & ¥ ™M 45 4] & >
Mo &3 RSt & @ S (Brahm, et al., 1997) = p >
FEERET FRAEYRAERTEF MG R DYRERFT
o B b R R BF3 f e B F (Voss, et al., 1998) o 3= i iF & ¥
FALE Y AR T F RBEVREY P MR R i g

ETIE B ORISR 7

» Karlsson & (2003) 45 & % ¥ 3" R & ¥
R
MEHRERERE VR ER S F LR ERE RS R

= 3‘%] # PICP -~ B-ALP *§ 2 &?‘%”L‘ 5 F 4 2 ;}ﬁ £ [CTP

3
A
@\‘E

Wbl g e L A B F R e iE o R

o
[}

W

2 AP ME R E w4 e o PICP 2 2 > ICTP 8 ¥ & % > &
A R B AR SRR U

(2004) R4t 2 &S [ F 30 0F 8HEFEF K
o R B ¥ A 4 0 % & 2 4y % B-ALP & F F i R 5 o

Karlsson et al., 2003) - ¥ * > Maimoun

=g

-

m @ % > % PTH - Testosterone fv Cortisol ™ & % ¥ & %

(Maimoun et al., 2004) » & % % & # F & € & F & & 3 &

14



%
at

5

o

£ ¥
o
ERE
# °
3

BsE v o 8- KAFERALGERRYE > a3 g

S S AL w S I =

% = & L RN i AR
8?83&&%%&;;3%&?ﬁ;pu;xopqﬂigg,ﬁ;?‘
o0 B¢ A B op B oo Mo R 3R e 54 i ey
BT AL LR ER SRR Y R
ko2 AR THNF REREG B HEIE
SAER NP L i ST G- S G- o - S i B S A
oo Flm At R E Y R R -
(IR I
PR ERAS LRI R E d s
R R ER RO B WE RS T
R E S AR B BN f L AF S R F
% fm %% g % ( Adipocytokine) Xk # & i & ¢ &
ERUCIEE S B A U R EUgN S A
FF’—lir"E“‘,_%‘«‘é’uJi,fi f;“b,lui%,}‘s * % (Guzik,

¥o- B AT
7 EaRE
S A 2
O
H ¢ Fg n
E g I

A
o fbr &

£

I

e Al

¥ e

%

Mangalat,

& Korbut, 2006; Misra et al., 2007; Ouchi et al., 1999;

Shapses & Riedt, 2006)

o Pq B lm e g R oA R 2 B ¢

TNF-a >~ m*® B v % -6 ( Lnterleukin-6)~ # & # £ %] 3

( TGF-B)~ %3 & %

*

( Resistin) %

)

( Adiponectin )~ & %
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(- )~ %% % Leptin

Leptin 2 & d v ¢ 7% ”'ﬁ.&ﬂ.ﬁ‘%‘ié_i ’ %‘Jﬁ’d ob A ¥ #& & @
* 0 3 d 146 B AR TH A 5 ek dF g (polypeptide
hormone ) # B % % g oob & B & b oF R 4 £ Leptin
¢ & ob/ob X B & 24 B & vk, % 4 Leptin {6 B F i £ 0
% F %2 At R ¥ i 4 % £ (Boghossian, Dube, Torto, Kalra, &
Kalra, 2006) & * % # 1 & # & /T % 2 T iR 5 > jFd &
Leptin-receptor en % & Fr 4] 4 & " *5x ( neuropeptide Y, NPY )
flge 8 Feni®E® R 3R T &5 FPEH i & D) 4
(Magni, Motta, & Martini, 2000) - # & % @ & & 7 i H 4

oA

=

RO R kR E T B ] g s o AT
(Gainsford et al., 1996; Lord et al., 1998) -
A f p Leptin B B % & & 8 % % 7 & & & 4p B (Maffei
etal., 1995) % £ %8 = = % £ j 72| % i pF > Leptin e )k B ~
“ 2. T % (Prouteau, Benhamou, & Courteix, 2006) ; » * 42 7
Leptin 7 )k B 7 % % £ 3| 3 & % % B %> 4o+ 4 Leptin 0 4~
ot g F Y R S R ESH A PSR
(Matkovic et al., 1997) : % + § + 5 3 » £ & » &+ P 2 %
e 2-3 % (Rosenbaum et al., 1996) > & & 5 p & & & 4 %
o d S RFHEARIGREEZ KB IER M E BT S
(Elimam et al., 1998; Licinio et al., 1997; Van Aggel-Leijssen,
Van Baak, Tenenbaum, Campfield, & Saris, 1999) o pt ¢t » 3%
CE SR A
8 H P~ E § W 4 Leptin B B > = & H w2 ERHEPE

4 % % 1= 4o ( Leptin resistance) o % o

Leptin = i¥ * (Kolaczynski et al., 1996); ¥ %

16



(= )~ #EH P R 8% » 2 Leptin 40§ 5

HFE R YL BT e R LB EE otk P

Leptin (h )k B % i X L2 - Reh B % » 4 ¥ 5 Tl & 0 4
ﬁz\'&&;«frﬁ_wjﬁagzg&oﬁk%f}% SIEEE N

6% W ehd 2 T R 50%Y % R E 6w H - & b g kLK
Ap vt o E P o A B 2 M {8 Leptin & F B ° (Ishii et al.,
2001) - Weltman % (2000) ™ - & 4 A 30 » &&= @ F 5 H

=

*
[
-
e
S

8% F i@ 5 R 0 dp &k Leptin 3 & #
fs 2 F® & 3.5 ) FpNHEaklFR L (Weltman et al., 2000) -
Van % (1999)1 50% & *~ #HF 3§ £ # & {4 » B %« /& ¢° Leptin
4 P Fea xR FRE R TEFR R FS R
Foes )k B P B ¥ M & 33 & A » pF (Van Aggel-Leijssen, et
al., 1999) - & &2 F & % B 7 - = & & (& 3 Leptin 1k

e w4 B AR T R EF R R ER
ok Lo R OR A - Ak LR E R d R E R D R

REH R FlIEG R MRy s R N Leptin Mk B 0

B 35 (Courteix et al., 2007; Zaccaria et al., 2002) - Zaccaria

% (2002) v = @t 4 3 & & - F & Leptin ik & > dp ) &

pEF IO EPHEPIEFLFEIFE I ELES L RE S 20T
# # {8 » Leptin )k B T *# (Zaccaria, et al., 2002) - Desgorces

2(2004) 23 4 £ 2 F F Y 9 8 &k Leptin & i+
FR b ST E T0%Y B % R E R ALY 2 FE 24
o PFoom & ¢ Leptin )k B ¥ ™M 3 @ & @ -k T (Desgorces et al.,
i
7 &

2004) - Essig % (2000) ™ — & ¥ 7 1 > 4 ¥ = & @ F &

LR T0%a ¢ % s B ga A 1B gg,%mLeptinb&E{”ﬁ@
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> (Essig, Alderson, Ferguson, Bartoli, & Durstine, 2000) o

Z ~  Leptin 2 % % & 3f 2 # 4

Leptin & %~ % + 5 % st @ f % (pleiotropic
Hormone ) (Kalra, Dube, & Iwaniec, 2009) > # ¥ i F pBF i®T *
EEE B s BT e RN B ol % (T.

Thomas, 2003; T. Thomas & Burguera, 2002) - p % Leptin ¥

WA R WP EF R ERE ST - KooK
“iuf Leptin o % 42 & E 5 T v b F - B I od D H 4
¢ AR RSB AERCEEREFEF NG TARE BT
BHEIRAH G R EEE F A S (T Thomas, 2004) - Leptin
Hd ARk B iR LE P e RS E LR D
O

(- )~ Leptin % % % w % 5 3 & iF #

b FH% Y o B F e B g e A B AR D K
W it % I Leptin X $2( Leptin receptor, OB-R) (Cornish et al.,
2002; T Thomas, 2004) > @m Leptin % 7 & & % H ¥ =% 3 ¥
Py FT et R 4 F w4 i (T. Thomas & Burguera, 2002; T.
Thomas et al., 1999) > *t % & & % ¥ % 7% w #¢2 ( peripheral
blood mononuclear cells, PBMC ) ¢ 3 4 % i % 2
( Osteoprotegerin, OPG) % I > & > CDI14+% 4] PBMC =
RANK # 2 B & o 4] H & it = g # % (Holloway et al.,
2002) - ® o % * * tm % ( Osteoblast cell line, MC3T3-E1)
F % ¢ > 4~ Leptin it 7 »tdr 4] RANKL & 4 > 1 3 4 ¥ #

18



B a4 Mt ppeps (B-ALP) # £ (Lamghari, Tavares, Camboa, &
Barbosa, 2006) - ¥ ¢t » > % %Hf i 'w *¢ ( Bone marrow stromal
cells, BMSC) 9 2% ® » Leptin ¥ #r 4] 5 % = % & i - &_i& i}
Fodwore s it > B BF B 4 OPG 2 2 1> %ﬁ“t“ Fe b RANKL % ¢
oF e & it 2 3 42 (Cirmanova, Bayer, Starka, &

Zajickova, 2008)° & -+ Leptin 3% ¥ i w % % B 4 & { % &

Nud

v iE R T A w2 B e BB OPG /
RANKL B /= & #2 4 £ & % 1% -

(= )~ Leptin % i ¥ {8 4 5 % L ¥ ¥ % E'_%‘« -

e L=

Leptin i® #* % g 30 ¢ 4 # & % %( central nervous system,
CNS) B3 S & = T RSN § e s
& s Leptin g d o 2 8 & » I § 82T ARE XM
OB-R# & » flge? fp 2 A S je (SNS) B I # & @ %
EE TR ’JJT‘\',% ( Noradrenalin)» A& 2 7 & # & 2 5 @& 3}
I HeH 3 PRI RFEE LT we Lo R
B2-adrenergic receptors ( f2-ARs)#& % B & & (Ducy, Schinke,
& Karsenty, 2000) » ¥ Fr 4] 2 ¥ wr F 3, & ¥ * (Cirmanova,
et al., 2008) F M 7 fg 2L B2 #H S g F wwe s
RANKL: §/ 24 i it % 48 st # @ % A % & $ & ¥ i % (Cohen,
2006) « (4 B 3) @ * #F F F % ¢ dg 1 > Leptin ¥ & F T AR
b B R A e B 4 F 45 %2 (Osteocalcin)
# 4z (Kalra, et al., 2009) » & % 2 £ chah it 5§ 20 % 25 &

T % o
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Hypoythalamus
E/’ L
Sympathetic Leptin
HervoLs
System

| Matura
~I Osteoblast l _Prosteoclast / ' Osteoclast
i) WA S A SR Er Tt e} B2-AR B 2
B i £ A2 4 RANKL: & #% g (Cohen, 2006)

¥ - 3 @ > Leptin > 7 1% T R 5 M & A 5 @ F 5 F 2 &
4 %] + CART % v ( cocaine and amphetamine regulated
transcript, CART ) = % 3 > # 4] i+ # ¥ ¥+ w2 RANKL 2 4~
o 0 B wmoe B g s iF % (Karsenty, 2006) o @ A 3 4
kg A G w8 20 A 5 9 P ( Neuropeptide Y, NPY ) 7=

£ #Frdld b e aniv * (Igwe et al., 2009) » Baldock % *
d

P}

b B4 Z NPY #% % & (Y2receptor) s % & 5 3 4c

B F wmre s P F YA 2 i F (Baldock et al., 2002) -

a4

Leptin ¥ T AR £ 3 1] & 3 %i%ir%g d dr 4] 8 B L @ g o P
g 44 NPY ehff2c » Fla # 4 F me 2 @+ F 2
(Oswiecimska, Ziora, Geisler, & Broll-Waska, 2005; Stephens
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¢

3
&
ﬁ
4|
(s
&
ES
AN
F_k

etal., 1995) ¢ Leptin &% # F & 4
BTARE DR ERX BB ER S AR g%f'_%ﬁ‘« Leptin & ¥

CRE R R RS E o RO N

I

)~ Leptin & 2 )k & 2 £ ® & ( Bimodal threshold) 3 #%
‘@F\:ﬁ;fﬁ%“ Leptin 6 B & % % B &2 5 & & 4 B

(Yamauchi et al., 2001) > ® % % % & £ Leptin 2 & % & ¥ ik

o
ok
=

B A E % %YM % (Dose-Dependent ) & —g 2 B R

4

B & ( Bimodal threshold) 3 % (Martin et al., 2007) - & in

(tﬂ

Leptin f 4 # # 4 B > Mk R ] e # 2 2 8% | & {5 & F D
3SR U A L I
tmre g B¢ ?Jﬁ#ﬁ > Leptin @ §] = F 8 A F i7 o %

( hMS2-12 cell) A i+ 4 i3 # wP ¥ % i3 B-ALP» H iF *

a £ 8 Leptin ¢ 7 *L,&}i#ﬁv%} )

0.6 png/ml % & 3% &Lk AR » % 3 0.6 png/ml 12+ p| ¢ ¥ fwmr
E M b ( Thomas, etal., 1999) & % F = ¢ & * 3 & &

Leptin ] g @ & 4 5 & 58 » 2 #HF % 2 e AL f oo o

7. X2 K= A
L FE 0 ¥ ofpod H

# £ 0 Leptin & ¢ & 4 5 1 F 2 F &~ Bk

<k

&4 *% Leptin f] e % F F 2 % dw e ok o # b & B |
% i * (Bonnet, Courteix, & Benhamou, 2005) o iz ¢ & 3% 3%

ooon 2 2 F ER Leptin frk i 3 F % R R %

( Cirmanova, et al., 2008)> ¢ % % & = ¥ P 37 3 484 5 > R
F] ose skoz 3§ 4 0 Leptin PR fR R % 0 B F] AT 9w sé;% LA L
" B B ( blood-brain barrier, BBB) } & Leptin i :# B # &
B0 o B H Leptin 54 % 95 & & » g W g F (Caro, et al.,
1996 ) i @ B > 7 5 B LB S HF wme T B F oA T

R E Y RS R sr A 4 en f e i % (Cornish, et al.,
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[\S]
S
S
[\S]
N
pay
=

‘' ¥ 4 Leptin iF % 8 & 72 b J 0 T & 2L 3 4p

(=8

T oooa A L5 A F L AP TR

(w )~ @ # -~ Leptin &2 ¥ §2 & # e 2 3 iF #

rF A ¢ > Leptinehjk B £ 3 & /% F %% ch @ 5 ¢

Leptiné‘f’l/w\i:&—;‘ifiB&%ﬁ%ﬁiﬁ_%‘ﬂ-’ﬂifia‘?f‘ﬁﬁ‘%j}é)ﬁiiﬁ'
9

B o % f¢ & B T % (Elimam, et al., 1998; Licinio, et al., 199

7;
Van Aggel-Leijssen, et al., 1999) c @ & & ch {1 & > S d &t £

fl s 2N E AR L A RS

- F

Leptin e & & o @ A 5 & & FF O3 & IRE F RS A%m g
O w & ¥ e Leptin )k B o Maimoun % (2008 ) 1 -+ 37 iF
B R dp Al et fo dp N # f Leptin kR MY iR Al e o @
> ¥ BMD #F & f ¥ B ¥ & * £ 4] 2 (Maimoun et al., 2008) -

Munoz

FAFEMFES 2 TR P A
£

s ch.frjﬁL EQ= I ol A

Argente, 2004) -
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-~ P ow o R R 2O

# r f8 48 N 2 M e &~ 47 Kk (BOD-POD, Body

Composition Tracking System ) 12 % § = # h 3= @l £ % ;i“ﬁ
A &2 BT DN E TR R o TR R
FEAETFRE L2 F o £y b RE SR FRIR S R A
RE RIS FANBEFRNEX R ARE BT AR~ &REF
p Rl F MM BB REXFAF R ER
XREIPRMEFEFRALE LRI ERNE 2k T

"Bruce #r 3 & & § j= Bl % ( Bruce, Kusumi, & Hosmer,
1973) & " & ~ % §F £ (ml kg' min') B & - % ;é—'ﬁ =
Wi g P2 BoFEFAFEL e EoAI Y § B A 4T R( Vmax
Series 29C, Sensor Medics, California, USA.) #& & # i 42 °
FHEEHFEEFH o R ¥ AP (Medtrack ST65, Quinton,
Seattle, Washington,USA ) % % # & % 2 # B  mph
dFF R - B oA Bk 2 f8 R
HEZER FHEHIIRFEED TRLRHR - (0t 1)

BAE T - BB DR &

Jit

25



£ ~#EF 2R E 2

Bruce ;o7 3 & & § Jj7 P BB
Rl P T B # & (mph) 7 E (%) R (min)
1 1.7 10 3
2 2.5 12 3
3 3.4 14 3
4 4.2 16 3
5 5.0 18 3
6 5.5 20 3
7 6.0 22 3
¥ I & R R AEKEE

AP Tl ERERZAERREYPEFREZTHEF > NEZ
B o P %R 20 mlo o R A 2 W E O~ B FLR S A
7 EDTA # fu s B g ¢ @ % ooty 4 7R
ok T 30008 0 PR R T 10 A4 0 A F IR > & ou &
Fog o s kT Lsml g F 7 00t R % % -80 B k{4

FRE o FHFeEFLRA SN A K

i
op B w3k A 47 R (Sysmex KX-2IN) & 47 #7 # & & ¥
G OTR B L b F Ot B o @ % & F o 3 2 5 (Dill & Costill,

1974)ie 7 & & o
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APV(%)=100 x| Hbpre % (100-Hctpost)- 1-100
Hbpost % (100-Hctpre)-

(APV=ui % % i+ £ Hb=sx 2 % Het=s % )
R to#yp=h48yp x (100+tAPV) %

¥ 2 & O SN RS E

- ~ B % 3 % 4 F % iE (enzyme-linked immunosorbent

assay, ELISA)

(-~
Mg A i % A A %2 (enzyme-linked immunosorbent

assay, ELISA) 4~ 45 5 # ¢ OPGk & » # * 7 ¥ 3 # = (R&D

fﬁ{ff‘ OPG k B 2 » #1

Systems ) » 12 ¥ i # #_j# ( antigen-capture assay) & = %
A H ffJ{ft‘ OPGkE B £ 7 T & o 4 » k&R % 2.0pug/ml>
100ule Capture antibody >t 9634 #% well?® - >t % 8 (18-26 )
@ k4% 8 24} BF o 12 300pl2 Wash Bufferd s 4= > 4 » 100ul
& & tk & 2 4000pg/mlérecombinant human OPG& £ & & ff
BERZERE R @R FEE A )L 2300pl2 Wash Buffer
k4= o b > B R G 200pg/mly 100 pleDetection antibody
Wk E A ) P 300 plz Wash Bufferif e 4=t » 4 » =
% 1 ¥ streptavidin conjugated to horseradish-peroxidase 20
4 48 0 1300 plz Wash Bufferj i 4= » & {8 4 » substrate
solution# % 204 4 > 4t » 50ul Stop solution ( IN H,SO4) -

" ELISA Reader 450nm=+ sk & /] £ > Reference readerip] £
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650nm=x k& & o

(=) = ;“qur‘ sRANKL k & 2 ~ {7

MO A & % A A %' iE (enzyme-linked immunosorbent
assay, ELISA) ~ 45 & % ¢ sRANKk & - # * § # @# &l &
( PeproTech Inc., Princeton Business Park, Rocky Hill, U.S.)
AR sRANKE B &£ 7 2 & o 4% » k& 5 lpg/mlen
antigen-affinity purified mouse anti-hsRANK-Ligand -
100ul Capture antibody>* 9643- 4% well® » 3 & (18-26 )
#W ok 3 § 240 PF o 2400 ul2 Wash Bufferif £ 3% » 4 » 100 pl
w & % & ¥ 4dng/mlerrecombinant hsRANK-Ligand# 4 % 2
HREREZHERESE EFLFEEA @ £ 1400 plz Wash
Bufferi % 4% » 4 » k & 5 0.5 pg/mlsrbiotinylated
antigen-affinity purified rabbit anti-hsRANK-Ligand 100 pl
i Detection antibody# £ F % & | pF {8 2 400 plz Wash
Buffer;‘%— 4=t o 4o » = % 1§ Avidin-HRP conjugate# £ #
2 304 48 > 2400 plz Wash Buffer‘)% 4 0 B e
substrate solution# % 94 48 & > 4t » 50ul Stop solution ( IN
H,SO4 )’ 2 ELISA Reader 450nm+ k£ & /B £ » Reference reader

B £ 650nmrx k B o

(=2 ) B4 % (leptin) k B 2 A~ 1%

i * fE %2 @ % 4L £ 3 'z (enzyme-linked immunosorbent
assay, ELISA) 4 4 x Jf: ¢ leptink B > & * BT OEE M e
(AssayPro ) # 3% & i i % ¢ leptinik & &£ 7 <& o & & #7
ok M #2296 3 4 well > 4 » 50 ple & %k ~ 2 32 ng/mlen
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Human Leptin Standard® {+ % & # # k & 2 & F 5 » & % #
B4l PFRE > £ 200 pl2 Wash BufferiF £ 55 » 4 » 50pl
Biotinylated Leptin Antibody# % # ¥ & /] pF (& 2200 plz
Wash Bufferj % 5= » 4 » 50 pl Streptavidin-Peroxidase
Conjugate # % # ¥ 304 4 - ™ 200 plz Wash Bufferj % 5
X o E {6 4t » 50 ul Chromogen Substrate# % 104 45 {8 » 4c »
50ul Stop solution( 0.5N hydrochloric acid) > 2 ELISA Reader

450nm=x % & p| £ o
Z v p PR E A ¥R BE (Elecsys 2010)

( - )~ Beta-crosslaps e}k B

po# A Ak T F 4 kKB E (Roche Elecsys 2010,Roche
Diagnstics, Mannheim, Germany ) ™ & i & 2 %k & 5 » {7 ;2
( Electrochemiluminescence immunoassay, ECLIA ) 4 ¥ + #f
i ]1% P% - Al M R k9 e 2 A (beta-crosslaps) i {7 T
ERB - AR Y =P SRS A K R (sandwich
ELISA) - & &£ B 50pl 9 /g & & - biotinylated &
anti-beta-CrossLaps (7 ¥ tx 2 fv » B # & = J‘]% #® A~ 7P

R oo H fE 4o » & B streptavidin o fig k. + o 41 I &

=N
B

( ruthenium, Ru) 1 & beta-CrossLaps & # £ M4 th H &k f
S5 4 2 B4 (b
R EY o FRABIRE T RERF RGPS
Mo+ A E 4 sl 3 T e A R o d & (ProCell) # % 4
M sl o 2 sl R T R F I F Ak

otin) 4r streptavidin % & &1 3 i #
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( chemiluminescent) - ™ % % & 3 ¥ ( photomultiplier) &
7 1R o ;gd R EE - M- BERDITYORZERAER TR E S

IS | B B

ERNEEN S T
Ao h Bk T+ 4k kB E (Roche Elecsys 2010,Roche

Diagnstics, Mannheim, Germany ) ™ & * & % % ¢ % & {7 2
( Electrochemiluminescence immunoassay, ECLIA ) 4 % + 2§
£ ? D PTH® 7 T E WPl e AR * =2 P L Z2 3 8 4%
%ot 2 (sandwich ELISA) > 5 £ P 20 pl v 2 % & fr
biotinylated £ PTH # 2 M H sk W R v F B # I =« ch kA

PR oo B (5 4 > & 6 ¢ K streptavidin @ ek F e & 0

£ % (ruthenium, Ru) # 3= PTH # 8 M 7 ¥ & L 8 2 15 > %ﬂ’ﬁ‘
i 4 $# % ( biotin) Jr streptavidin & & eh 2 3 7% a5, & = p
A E P o g AP I REZTY RBEFE REREF O T §
Mo A 3l PR At e o d F 4 (ProCell) # “ﬁ% X A R 3l e
o2 T T BRI FMF L L (chemiluminescent) >

ok g @ F (photomultiplier) i {7 i B o ;% d ok E L -

[
I

BEROE W M2 FA R TR Y W TRTER R

(= )~ # 48 39 ( Osteocalcin)

po ik T+ 4 kKRB E£ (Roche Elecsys 2010,Roche
Diagnstics, Mannheim, Germany ) ™ & i & % k & 5 » {7 ;2
( Electrochemiluminescence immunoassay, ECLIA ) 4 ¥ + #f

& % ¥ & N-MID osteocalcin &2 7 T_ & Bl F o & F7 & % = P 5
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At % @ % 4 & % 'fi# (sandwich ELISA) » % % B 20 pl
» & th & fv biotinylated & N-MID osteocalcin 4 £ |+ H tk o
BRfeFrF BRI fﬁi‘%i\“ LR oo H (S e » 2w o¢ F
streptavidin o g F v 4 i & % (ruthenium, Ru) # 3=
N-MID osteocalcin # £ 4 0 H R L $8 2. {5 > ;“ﬁ“ d 4 5 2%

( biotin) Fr streptavidin % & e1 2 3 iF % a5 & = P j5 45 &
og HABIRMIEFTY RABF RBREF O G ERE
% oil Bl R A % > d K 4 (ProCell) # ",f A A B3l e B oo
ol g omw BRI E 8 4 % (chemiluminescent) » 12 3k
T % % ¢ (photomultiplier) & {7 i | o %P% iR EE - M-

BL R I od A OE R OR RS TR OB hd R DR TR oo

(w )~ % B (Testosterone)

po b BT+ 4 kKRB E (Roche Elecsys 2010,Roche
Diagnstics, Mannheim, Germany ) ™ 7 i* & % X & % & 47 ;2
( Electrochemiluminescence immunoassay, ECLIA ) 4 % +* #f
% & ¢ 0 testosterone i 7 T E K R o A T F = P L fE A
% L & % i iE (sandwich ELISA) » 7 & P 50 pl v n %
¥ ~ v biotinylated & testosterone 3 £ |+ H $k b %8 2 v & &
B Hwrd koo B84 » &6 ¢ f streptavidin 0
ek F 4o 4 i & % (ruthenium, Ru) 1 3 testosterone # B
Mo H o LB o2 tE o }%‘ d 4 ¥ % (biotin) fr streptavidin %
G 3 iR A8 2 P e e FRASIRE YRR
FRREEY e+ ¢ E?I 23T RREAG 4 FHF
( ProCell) # T P S T L UNCIE SR B L B O T S

# /4 % (chemiluminescent)> ™ % 7 #& 3 ¥ ( photomultiplier)
F
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T WP e ;‘“ﬁé REBL - M- g AR R A ES TR B

gl sE R R LR R

(2 )~ A ¥ @ (Cortisol)

pPh Bk T F+ 4 %k & B E (Roche Elecsys 2010,Roche
Diagnstics, Mannheim, Germany ) ™ & i & % k 4 5 » {7 ;2
( Electrochemiluminescence immunoassay, ECLIA ) 4 ¥ * #f
w ;& ¥ & cortisol i 7 LR B o A T *F = P LR E R
% # > ' 2 (sandwich ELISA) > B £ B 20 pul eha R A
- biotinylated £ cortisol % £ £ ¥ SR 8 2 fvr F B I & th
A R oo B4 » 25 ¢ § streptavidin ik g F e

g i £ 4 (ruthenium, Ru) # 3= cortisol # & & 5 ¥ k4 &8

.
i

4 2 % % (biotin) {r streptavidin & & ¢ 2 3 it *
A8 = B ir e o ERABIRETY R RRE P
Mg+ ¢ B+ =5l 3T i e > d & (ProCell) # “,/]E A
A sl e Foe 2 8 Y R T ORI F L X

( chemiluminescent) -+ ™ % % & 3 ¥ ( photomultiplier) &
R e FFd REE - M BRI R P H A TR & D

A G LA ) Ve [ S S

R RO

Jir

(- )~ % 2 Bk LB p (B-ALP):

% % p # 4 v & 45 &k ( Hitachi7020, Hitachi Science
systems,Ltd,Lbaranki,Japan) ™ % # B M é B g F % #
# = L-Type ALP J A }5 4 # 2 & # B-ALP- i & £ 405nm:

32



gl £ 505 nm> B F g R I 4T o
ALP

4-nitrophenylphosphate+H,O —> 4-nitrophenol+H;PO,
Mg=*
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- pmaEy o

T o FORE N T B ELEERE R Y LR K
H 7] 3 % £ % » 47 (repeated measurement one-way ANOVA)
A EERYREY M R BE R R AL G R
v o F % R Mt LR FOKE S P2 LSD E i FE S R e

S VR H YRR iR R A

I

At e A dp R B AR MO
L2l R P F LR BDRFY e B oL B AW E K
YRy (1)~ Fwd (2) v FH (3) feiefr®h (4)
Attt R AR S O aEEBE R

(A)>» 3+ 85 2 4o

40!

I U I A IR

PR H I Fw R E (A21)
Amarker21 : ( marker2- markerl ) *100/marker 1

Pz F 22 (A3L)
Amarker31 : ( marker3- markerl ) *100/marker 1

SME D R D T E (A4D)
Amarker41 : ( marker4- markerl ) *100/marker 1
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F I R R (A32)
Amarker32 : ( marker3- marker2) *100/marker 2

wE w2 R R E (A42)
Amarker42 : ( marker4- marker2) *100/marker 2

W FEW D R BRI E (A43)

Amarker43 : ( marker4- marker3) *100/marker 3

PR N E L Leptin s ¥ A & k9 fo F R & Brd F e F
BETEFAELYREDPFRCE (A) B &0 g* i
M 27 L 2 & ( Spearman correlations) 49 M % #ic i % & 5 %
AM M > B % (0.40-0.69) % 7+ B ° B 4p B O = 3

T

(0.70-0.99) % & & & A4 M > % 1 &7 2 248 - 47
# ¥+ # * SPSS 12.0 ( Chicago, IL, USA) & 3* & # A 47
SR OFOREX L a<0.05-
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3

B oon u g

RS

b g

v A
P Hp g
o4 5§
7)

y ¥ ?}ﬁs

B

o ~—mbe

ok

Ik

A

I

N

W4 B

R

\%{« —

2l

¥ B

i
i
"m

EVRF Y BRI EEEREE LS T )
- R U B S L L R o
L= B D B

m}l

-

.
=

[T R

Aode T A 2 47 o R R F H Y L AR
FRE (W 4) gL p FHA
B S5S) M E T EEFR (R 6)
PR BEEH F R FH 4 (R

R P EF RS TR D R

(54841.2+18360.1 kg) 2  F % ¥ (36493+9873 kg) -~ * %
# (26417+8012.8 kg) & % "% < » 3 xt # (28121.1+£5144.7
kg) /} g 3 40 (4o B 8) F ¥ M 2k IR (167.5
t43. 1set) I v F o f (117.2429.6 set)~ v F # (89.4£27.4
set) B ¥ % M > T kB (90.7+37 set) ¥ T g B OF % L (4
B o9)e s R EFMI R I FH o EFFRELE

%

4R

RN

BB HE A E R T o L R W IRAYF BT RR

BT > M H Sk f FYREH
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#FEL B (n=11)

# & (year)
£ % (cm)
e (kg)

BMI ( kg/m?)
Fat free mass
(kg)

Fat mass ( kg)
VO,max

( ml/kg/min )

20.4+1.1
168.3+6.1
80.4+15.1

28.2+4.1

67.4+8.6

13+8.4
46.6+7.3
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weight (kg)

87 -

—e— Weightlift

84 A

81 7 ./‘—__./.

78 A

75

0 T T T T

PRB ERH R A
Pk VAR o A Y E g F LR (P<05)
BT ByReyHpPER o
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fat free mass (kg)

75 q

72 -

69

66

63

—&— Weightlift

DB R FRH L ED

n* aa%\’ 7‘]_ Ll d’i?” ‘:ﬁ/ﬁ}g é §‘E¥
BFELHVRY PP FrH

39

o B

A =

Pt
( P<.05)
Lo




e
f

fat mass (kg)

—o— Weightlift

18
15 Il T - B
12 1 ‘\‘\‘\‘
9 “ “ - il
0 . . . .
F TS FT X P 3
Pk A ogr A R E B £ (P<.05)

FEHEVRE D P M LR
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VO2max (ml/kg/min)

60 -

55 1

50 ~

45

40

—o— Weightlift

PR R R

9’* 9’%’\, 7‘]' LL d&g)ll ~l“ﬁg}§é§<§¥7}'ﬂ
FERV AT DN b A ETE R

41

( P<.05)
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total train volume (kg / week)

60000 -

50000 -

40000 -

30000 o

—&— weightlift

T T T
E CNNTE & E U = P

gy g FLE (PO05)

FYRRE D FERB LR R

42

o




total train set ( bout/week )

180 ~

150

—— Total train set

120 ~

90

PRI o Skl v PeAp 47

Pk VER G EIRYP L FLE (P<05)
BETHIVRE DI FTIVRE 2 o
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L=

$o & AHEEEALER

S
1\»
i
¥

BEBREH P Leptiniféﬁi*?“%ﬁﬁpﬁpq B
CFH R 2RSS D RAY EE TR R o R
kR EENF AL A MBEFREF PTH IR R 3 S @ 300
FOHEL LS T RADHFH S R BEFR Y
Testosterone Jk B d " 4 H FHF T % 1 FH T HF > A
e Ew A AEE S B F Cortisol )k R P R A B
I FH E AN EABEFR S R AY ¥ A D BT
R Yok # o Testosterone/Cortisol ratio ( T/C ¥ & ) * 1t %
R DB @ BT O OO w4 D Y Rk
(4o B 10~ 11~ 12+~ 13~ 14) -

I

o
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leptin (ng/ml)

4.0

3.5 4

3.0 +

2.5 +

2.0 1

15

—&— Weightlift

0.0

PR L FBH LR
A B E AR

R o' R ) Reptin % 1

45

T
Ve g

( P<.05)

o




PTH (pg/ml)

e
f

—&— Weightlift

40 -
35 A
30 A
25 +
0 T T T T
E TS S FRY 3 P 3
vk 7 A R E g F LR (P<.05)

# 97
# £

o' % ) RTH % 1
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e
f

testosterone (nmol/l)

—o— Weightlift

21 4

18 -

15 -

12 - i

0 , | | |

T O TR ¥

TH VAR AL R B F LR (P<05)

B E 3 R % ¥ Festosterone % i o
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cortisol (nmol/l)

550 ~

500 ~

450

400 -

350 -

300 -

250

—e&— Weightlift

SRG FRH R

[ =h

2" % ¥ Kortisol % i

48

WA R EHEF LR (P<.05)

o




Testosterone/Cortisol ratio

0.12 A

0.10 A

0.08 1 —e— Weightlift

0.06 A

0.04 4

0.00

PR A ik s Pt 47

Pk VA o A s i B F LB (P<.05)
B2 F ;2 % ¥ Testosterone/Cortisol ratio % it o
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28 FAaAEFd o2k

BEHdPR4&-P I FH > 0PCGaEPER! I KRHA

% R b AR % & A ¥ sSRANKL B F# 2 SR ¥ %+ & @
A
i

B R

LN
(;;(

B it % o SRANKL/OPG * & & % 4 ¥
b T O e @ B F (4c B 15~ 16 17) -
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OPG (ng/ml)

2.2

2.0 +

1.8 4

1.6

1.4

—&— Weightlift

0.0

PR L FBH LR

Wds R E R F LR (P<.05)

o' % B OPG % i

51
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SRANKL (ng/ml)

e
J

3.0 4

2.8 1

2.6

2.4

2.2

2.0 1

1.8 4

—o— Weightlift

0.0

”* ”

T T :
o A L AR £ A S L

LA AP R E N F LR (POS)
B LR % P BRANKL # 1 o
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2.0 q

1.8

1.6

1.4

1.2

SRANKL/OPG ratio

1.0 4

—&— Weightlift

0.0

YIS ST R

TR A ALT RS EHE Y LR (P<.05)
B LB HREH BRANKL/OPG ratio # it
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Y A

BE A & S 4 4 B-ALP s 2 F B B ] g A 4

B E PR oA b & X FH 4 Osteocalcin d

FTED o FHEEF o4 S RAD L D AR
ot A ¥ o F & 2 4p ¥ Beta-crosslaps d 3
w R ETTRFFRE IR I RBDE

‘é{f@lg\lg\z())o
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B-ALP (IU/L)

e
J

300 A

290 ~

280 ~

270 A

260 A

250 ~ |

240

—e— Weightlift

T T :
2 S Hp L % v Hp L % # Vedi 2

B SR S dﬁ?l'iﬁﬁﬁé%ﬁ%iﬂ (P<05)
BEHPRYE D B-ALP & v -
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osteocalcin (ng/ml)

39 A

36 A

33 A

30 A

27 1

24

—&— Weightlift

g,n_glﬁﬁp WL %Ia‘u # pL ?ltﬁp

A I U T A 2
£ M % ¥ Osteocalcin

56

( P<.05)

P AR HP




Beta-crosslaps (ng/ml)

1.1 -

1.0 4

0.9 A

0.8

0.0

—&— Weightlift

VRY W RTH R Fedi 4
Wl M E B F LB (P<.05)

Fr 2" % % ¥ Beta-crosslaps % it
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$ 1%

B
TR AR
TR

A

L

HWE - FAREFE

FIrEF AL R -

SRR M

=

Leptin & # A I ¥ F %

g (

BRI S R o 1
L T R
> Leptin ¥ F  #
PO - Rl S
#Hip A 2 A - KBAR
I S I R

A31); " 8 1 KR4 8
it (A32): o F B
%o g (A43) B
A w A g 0
AR - Sl Sz Sl S e
BA (%2 3 4)
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- cLeptin® F AETEF P AR B o F S B RS
Ry CE () oM

B £ iy leptin @ ¥ A ¥ F % PTH - Testosterone fr
Cortisol # & P X 4p M (4o % 5~ 6~ 7)

leptin &2 % 24 £ %9 OPG F fp B > & leptin 3" R # I
By g g (A21) 2 OPG» 9 2 k4 ¥ %0 £ (A43)
MEF LM (r=0.7)- leptin 3" & 3 v FH % & (A31)
2 OPG » % 2 ¥ % £ (A43)5 F 1 4 M (r=0.68)"
leptin » F = # 1 v F @ %t & (A32) & OPG ¥ # & # 3
L E R 2 (A32) PMIERFLAAM (r=-06) (4 %2 8)
@ leptin ¥ sRANKL B - 7] & leptin 2" 3 # I - F = #H %
£ (A21) -~ leptin 2" % # 3 % # % & (A31) v leptin
PRy Lk PR E (A41) ¥ & sSRANKL v F & # 1 1%
Y %t ® (A42) sRANKL »* % 2 Kk @ % £ (A43)
2B ¥4 M (r=0.63,r=0.63,r=0.65,r=0.65,r=0.6,r=0.6) ( 4
% 9)-

leptin 22 % & & # i %= B-ALP & > R| leptin % w # 3
o 2 (A32)% B-ALP - F U 3 K Rt 2 (A43)

s

pa

Ak

E R FMHME (r=0.63)° (4 % 10) leptin &2 Osteocalcin & >
& leptin 2" 3 ¥ % v E (A21) ¥ Osteocalcin
ooy oz % ot 8 (A32) ¥ f ap M (r=-0.61)" leptin
AR ST 3 L'-%EP%‘“%_ ( A32) # Osteocalcin * F = ¥ 1
gt (A42) B E MM (r=0.67)° (4 % 11) leptin
¥z Beta-crosslaps B - & leptin 2" 3 & 3 v F & #H % i+ &

(A21) £ Beta-crosslaps * F = # 3 v F & % it £ (A32) >

fen

hi:
<
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Beta-crosslaps v #F % ¥ I x4 & % i+ & (A42) ¥ F § 4 M
(r=-0.63, r=-0.8) > leptin 1 F & #H 1 »* F #H % * £ (A32)
%2 Beta-crosslaps " F # # 1 - F & % & (A32) H F 4p ¥
(r=0.65) (4% 12) -
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BN E- I S - T S I T A S
) R oAn M

Il

i
[

ff 3% 4 77 f ¥ PTH 4= OPG ® » & PTH »* # ¥ 1 Ik
%t E (A43) ¥ OPGw F @ & 1 v 8 % £ (A32)
BMEAAM (r=0.7) PTH » F % # 3 k4 % & (A42) &
OPG ' # % i T it %™~ 8 (A42) f« PTH ™ F ¥ 3 K
mp gt E (A43) 2 OPG» F H 2 A ¥ %1 & (A43)
=3 40 B (r=-0.64,r=-0.61)( 4= % 13)m PTH ¥ sRANKL

=3
]
—
F_* SO

PTH ?2 w3 RpH %t g (A42) ¥ sRANKL
w2 F %t 2 (A32) SRANKL 3" 8 3 k4 ¥
% 8 (A41)> sRANKL ?’*Tﬂ’ 3wt gE (A42)
Z  F M (r=0.64,r=-0.68,r=-0.64)-( 4r % 14) PTH #&
B-ALP~ Osteocalcin ¥ Beta-crosslaps & » B & % ¥ 49 B o ( 4
% 15~16~17)
Testosterone &2 ¥ # ¥ % v OPG B » & P & 4p M - ( 4 £

18) @ Testosterone ¥ sRANKL B » %A Testosterone *“ % kL

I kB Py g irE (A42) ¥ sRANKL % ELIE-L I O
v E (A42) 2 F M (r=0.6)°( 4 % 19) Testosterone
¥ B-ALP B » % Testosterone 2" R # 2 v F & % i & (A31)
2 B-ALP ' 3 # 2 Kk & %~ 2(A41)F & F 4 M (r=0.8)-
(40 %4 20)m Testosterone £ Osteocalcin  » &= Testosterone
PR o F %2 (A31) & Osteocalcin 3" 3 v F
ot E (A3l) BFE M (r=0.7)-( 4 % 21) Testosterone

%1 Beta-crosslaps B » & Testosterone 3" R # 3 - F & #H % i

£ (A21) 2 Beta-crosslaps 2" R # 2 x4 # % i+ £ ( A41)
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Beta-crosslaps ** # & 2 G @ % & (A43) & F 49 ¥
(r=0.6,r=0.7) ¢ (4 % 22)

Cortisol v ¥ # ¥ %= v OPG > sRANKL & » ¥ & P % 4p

i)

o( 40 % 23-~24) @ Cortisol ¥ B-ALP B » 7~ & & ¥ 4p M -

b %

L

¥

25) Cortisol ¥ Osteocalcin B > # Cortisol 2" ¥ #

oot 2 (A21) £ Osteocalcin 3" SR 2 v F @
(A21) B F 4 M (r=0.77) > Cortisol ' S # 3 &k %4
¥ (A41)¥ Osteocalcin % 3 KRB H gt E(A43)
4 M (r=0.8)( 4~ % 26) @ Cortisol ¥ Beta-crosslaps
MERM (4 % 27)
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Ji

CE AR R 2 RAHpHFEE R R E () B
i

BEHT B 9 OPG 4o B-ALP & » & AOPG ' % #
Ik gE (A41) & B-ALP v F o ) I p ¥y £ 2
(A42) 2 ¥ ¥ f ¥ (r=-0.6)° (4 % 28) OPG {r
Osteocalcin ~ Beta-crosslaps & @& % ¥ 4p B - (4o % 29~ 30)

m F A 9 sRANKL ¥ B-ALP-~ Osteocalcin & P % 4p
B o( 4v % 31-32 )7 sRANKL ¥ Beta-crosslaps & » & sRANKL
w3 F % & (A32) & Beta-crosslaps t F W

oot E (A32) B E M (r=0.6)- (4 & 33)

fon

63



>\_
it

moE
A B
= B
2006; M.

fmh =
G

frh
e
5

Karlsson,

¥ L& 1w

IR ELEHR L EFFRE S LM RS o
g R F K2 B e H 2 % (Hamdy, et al., 1994) > o
R E PSR E LA R AR R R B
A E B oot gs s LR E £ 2K ¥ (Bellew & Gehrig,

K. Karlsson, Hasserius, & Obrant, 1996; M. K.
et al., 1993) > ®* 2 % ¥ i # F (M. Karlsson,

Vergnaud, Delmas, & Obrant, 1995) - A - 4 % & {7 & pF @ e

Sl sk 24
3 ‘,:JII fﬁ 18

(Fujimura, et al., 1997) » %

A& - 4

R - i

B PR R R R R

g
o
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A
£

s

SRR L B BRI o S S > S E I R )
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B E o bl MR E
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¥ -8 @V REFRESHIEE

|
(&
ko

g
Er

# Leptin & ¥ 3 L ¥R 5 2 B E

B @B R Leptinehp FR A BB H % R 7 g
& PR % A o Simsch % 4 (2002) o % 4 E £ e f7ope 4
At EE VR 2R R X F RN S E R

507 2 b X EF R

A

poAg % it s i Leptin )k B & ¥
Moo 2 EH L RE TN F Y
T > Leptin JE R ch:x % ¥ & X & BB L bty s
2 BMI 2z ¢t (Simsch et al., 2002
SR IR S

g B

b

B & & (8 eh i
iF

-
o)
3
T R
DR \?{\
o
beicd
—
o
)
5
3
)

G N

T

*
=
N
i
|
&

j
Mot 3 B EH R R 304 s H F RS (

§ B g R 7
MR B B4R 8 310 ~ 722 kcal) s Leptin 35 & ¥ ¥ %
¥

it (Weltman, et al., 2000) ~ & ¥ =t re 4 & & 30 » 48 & ( i
W A4 X 300 kcal) > Leptin 7 & % % :x % (Zafeiridis, Smilios,
Considine, & Tokmakidis, 2002)° +* #& % [ & # 4| f& & & & »
W 4y E £ 0 2 30 4 48 {8 Leptin B F T % (Jurimae &

EXEE P ¥ L2 EARRS R P
T AR hE L F D FELS RSP
i £ Leptin JE B = T F & S P B T % X g8 R oo

34

Jurimae, 2005) >

SR I R s

W

% (Zaccaria, et al., 2002) - s & + ## H H st @ & @ 3 > W
g o4& 0 800 kcal 5 - B oA~ K B o & 3 - B OB R
Leptin ™ "% > % B| H =X & & = & * #& Leptin 7 £ & P kg % it

(Bouassida et al., 2006; R. R. Kraemer, Chu, & Castracane,
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ARy ® P A ¥ Leptin B R M E B R E i p o 3
W FEm R R R F T FH TR | g A
A A o R E B L HEFRSTG ,A*rsa\zﬂz“:%%ii::#;] R
i@ # 7 O Leptin k R % % £ 7 - R - § X R E R
—‘ﬁéﬁé}(%:}%,z%ﬁo6%ﬂﬂ 50% VO2max & #
Leptin % ¥ & » (Ishii, et al., 2001)° @ = & ¢ 3 § M g 7 16
B " @4 P > 3 W Leptin kB B 2 9P R R B F LM
Al g A s R FERERERNZLE > EH Y RE
m & 3L F 2 4 & Leptink R en i * > @ % B ¥ T ' (Pasman,
Westerterp-Plantenga, & Saris, 1998) - = # % % & & &= 7 !
RAPBEEI-R2ZRAREF Vo Ad NEFRE R YHEDLER

A

o+ H % o Fatouros % A 2 # ¢ iF X & A L BT P

<l
&

wOR I 4 E R 6B > Y HEBLE L VR 6B o B
OB PR e E B 18 Leptin B R B ¥ K U F Leptin k B
;}E‘"f‘—%i’&»&fxé’if’}fﬁﬂf“g’“i%ﬁ%#ﬁ%’i" Bk Rt o h

w < (Fatouros et al., 2005) - B ok 2 {8 Leptin B B F &

<l
&

TE AT LRS- R ood N RAHIRE T E S R

SEREE S T SR OF RN S ST S T SO
kMoo @ Leptin E R X ¢ 2 4B H o A AP R B P o E B

id
% B eh B 4 o TR 4 0 q B h i £ 0 @ Leptin kB & ¥ T 4%

moF A e % Testosterone i & 2 {8 g it > 3 JE
A E P o F R4 PR Testosterone A F M 4
(Hakkinen, Pakarinen, Alen, Kauhanen, & Komi, 1988; W.
Kraemer et al., 1999; Staron et al., 1994) - ¥ "F’i‘ Todp oS o

66



gl

H¥oaP R AR hrEd EHR o303 60Ff @ hik LB
# 4 B8 p Testosterone 7k & (Hansen, et al., 2001) > & * &
T BEHBF AP 5 Testosterone 5 3 R & P& o o
VRAAH I FDERAEFTER G R EF T R TG
- X% o f£ Ahtiainen % A &= 3 4 £ Al F & R (& 7 & £ &E £
FELEL )G 2184 e BPMETEFF BOGREF
A, > FIRFEH R Sovvd R 14 % PF > f2 2 Testosterone ¥
Free testosterone % 7" R & 3 4v @ 3 § + 2 - & v d 2 g
14 3% 3 21 3% » 23R E R > md kAR T % (Ahtiainen,
Pakarinen, Alen, Kraemer, & Hakkinen, 2003) » 4 & = /& &
Testosterone JE & > ¢ Fl1 o4 2 en s R &2 E @ § 97 4
B (Hakkinen, et al., 1987, 1988) » % %] 4y :F £ ¢ 7= 5 | 4p W
% it (Purge, Jurimae, & Jurimae, 2006) - #H

I i

Testosterone 4 % T 4p = & > Fl A ~ & 7 2 F & B 2 R %

B e 3 4 > Testosterone T % 22 + 2 o ¥ - = g > Cortisol jk
Bodhie % > w3 a3 F ¥ & Testosterone ¥ % 4p i T
AR > FIH R LR R LT R A DR F AR E D R
A2 BRI ERY A A H I F P Cortisol T % 0
B EVREDERE - RED B WL T ER YRR
R S s e PFE BRGSO PR R i 4 > R Cortisol | 2
B o4 o

yoobo B EA L ERE Y PTH @ A 2 0 4 & d % iF
AR BB BT R T ER S RS
B PR @R Y LT R A e F (Klesges, et al.,

1996) > % € #% % PTH eh & > d F 7 & B 4f T 2c 1 &
¢ o F fl g 25 (OH) D3 # it & 2 5 1,25 (OH) ,D;
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BF S E P #HEFhxcd F o H 4o TRMLEDE R A
Foi s %o A g PTH 2 4§ 1 3 F 8 2 %1 >
Fopgr A oR g o v RE s ERFEFET A e R R
PTH % * tha § » 8 % A B ® > 6 » p 78 5 % i 7 &
SR P A - A A R R 4w a4 3 s o PTH % M
¥ + 2 (Barry & Kohrt, 2007; Rong et al., 1997); @ & # e
A EE R 0 A ER R Y- AR R e g PTH
% B (Chen & Yang, 2004); & & 7 £ P RF 3 % B & % §
P EH S FH R Lk PTH % ¥ + 2 (Mouzopoulos, et al.,
2007) - B ot * ko0 iF ﬁvﬂfﬁ&wﬁrfﬂl—%ﬁ?%ﬁ&?g% PTH %k &
A4 P R AR S AR G o NPT R AL S ORI RE G
B> PTH 7 35 3§ 3 40 2 4B % > 2 2 20 B - g3 R % B
B o4 o A B OF H 4 PTH e A & o

S ERVREE B kY 2 B

A7 B

\fﬂk

R T REH Y P RA YD FY
AN U S AL S R U

¥ A& 4 B 4 f] g+ o] (Strain magnitude ) £ B 4§ g o AF

ek

Z (Rate of strain) * A % 1 | g ¥ »c ¥ F# 1§ 7 9 &k
“ B & ( Minimum threshold) (Frost, 1988) < %] g+ » #& 1t %
BAAFEF TR > BEREDOIRET & 2L EFw
e B e R MR Eed R A W I F D OPG &
Osteocalcin~ Beta-crosslaps e % % 7 » B 7 % ¥ & & 2 £
R PR E TR v % E M2 Y o sRANKL &

Beta-crosslaps e % i+ € T %% & 2 ¥ sgp B (r=0.61, r=0.60) >
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SO U B BT S B B S S B R eI C R L ST UL S §
FEF o HFHEREEHENE DL BHAY o FH R
FERAEEF 12F 4 205 0 g 4 MR A e g g
B R iR N Bt B F A s -9 OPG L H 2 bR B
feo4 e % 3 e 4 o > a sRANKL T "% 2 tg B > § f2 4 2 4

B I 4 B B OF OH
‘v (Karaarslan et al., 2010)> % -7 & = 4 2" e # & 4 {1 %

HA g wmre 2 B e ch B It AR 4 i B D RO

R N L -

o]

% P45 % Osteocalcin B

~

TR AE D E o AP MR ALY P RY B PP R
Wit b wmee B g w4 hE % o @ sSRANKL/OPG

gt m b A s B Rt S R Ay I F YR

£ % > & SRANKL/OPG ¢t & & i & 5 » ¥ % K F ¥ #&
Fooom oy REBH o PR E R DR EATE g e R

=

B9 OPG & F 2 A% o ¥ ¢ a4 Al @F & ¢ > Ziegler

£4(2005) g 2AS s X pE s o kAT
B RF A4 3N ER ¢ E OPG fv sRANKL 7 L f7 & &

2% 2N LS P OPGE & 15 30 A 4 % A OF K 4o
SRANKL i # 13 30 4 45 % & F & © > ° % ¥ IE 8 & 4 5 %
¥ % B AR E EF ST ARE S W AR S (Ziegler et al.,
2005) @ AR B JF EPE L Y o o @R E By
#-9 OPG % RANKL % 3 ¥ # * » ~ f2 4, & CTX &g ¥ 1+ 2
& = 4p % Osteocalcin & ¥ & © - H 4 ¥ £ = o 7% > $r{l
# 25 = ¥ * (Kerschan-Schindl, et al., 2009) o ¥ & & o {] ¥

GRS B I SRR I SR S A
OB R R R E
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=S @R REF R R B

j‘,};ﬂzw?ﬂ‘gﬁz;ﬂgpi;u%gp,ui @'ﬁg)ll¢

/)Ek‘ ’

Osteocalcin ¥ Beta-crosslaps & ¥ & "% & % M % ¥ #& F o

Wbk w P F & S 4y B-ALP & ]} 0 B 4 cn 4B E 0 £ & P

AR

gﬁ-g'ru

moR s P o T RE Y F )RR

K

T8RN @t B (Colwell & Eastell, 1996; Jenkins,

Price, 1993) @ st HF F v F BRI R EH o 3 § £

v I'E"_*’??"ﬁﬁﬁﬂi”L%'r&‘flﬁpﬁvi_ﬂ;&%ﬁiIﬁ_
PR B R T R NP iR F
ke s R R E R R

WA E X

2001;

AN Sl
Aol o A 4 e H B 4 s F 2x % o @ Testosterone/ Cortisol

ok s

L
v

3

A

2

e r o gF

PR H ¢

R EH Ry P ME R R @##%%%PICP\B-ALP

2 B F T % oo A B4y R ICTP 2 2 5 i A & gf

# E w

i & » PICP + 2 » ICTP % ¥ * *%# (K. M. Karlsson, Karlsson,

Ahlborg, Valdimarsson, Ljunghall, et al., 2003) - = i &= 3 *®
B-ALP % it » d 8 2 » i L H 8 % - = » B-ALP i» &
’ﬁ%?r.é%fjﬂlr—ﬁ-;ﬁlb%ixﬁﬂ;zéé—%—}’(o§—‘ﬁj#ﬁﬂ§§'j)§@%?1FE-
AR R T B R S B E AT A fe 0 Al A R
FoRE R P LI EARET BRI P E PN G
TP E Y - B AT N B gk ¥ ¢ Maimoun (2004)
F 34 A = 3 E W %?al«f;ﬁv%ﬁgifﬁﬁ@s%ﬁ%ﬁg’%;*IJ;L

o

A
R B F N b 0 F £ 2 4 & B-ALP & F F ¢

b

I L R 2

7@ fF % PTH- Testosterone fv Cortisol 7 & % ¥ :z % (Maimoun,

etal., 2004) 7 B 7 = % & 4 & & £ & - kS A5 E

PEod- BEREBPEALEBRE A HE T
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O

;%/

‘l%

PEHA P AR RETEE P RE @
R A R XTALERE AFETVRD Y > HEF R R
G s s T R R E IR A R RS Dl o @
 omre B F e g KR RO éﬁrf#fﬂ & Osteocalcin
Beta-crosslaps 5 2" $ % B & % > B O % @ #E F 0 3 B
E# o R 3 4 0 % Osteocalcin ¥ Beta-crosslaps @ & F

X R O OH 4 o

FoF RHEHERAHIEF

1y

R EHEHTAE R 2 B

A3 7 Leptin k R ch & - v Fadh 2w FdHh %
PHEAgES RS IR FT P R EB Leptin
A k9 OPG % 1 £ ehdp M 12 Leptin 3" & I v F &
CHEH SRR L OPG RN I RGN R ELEH TR
(r=0.7,r=0.68 ) ¢ p¥ ¥ Leptin ¥ ¥ % & X > & 7

2

[

o B B T R Leptin kA ih b 2 g ¥ wm % OPG
BT o E oo EM T DI % oo ¥ Leptin ¥ # F lw e

R P o B et B F we g v Y Leptin O B4 3 4

¥ w2 » i (T. Thomas & Burguera, 2002; T. Thomas, et al.,

1999) » & > % @ & ;& H % 2% ' % ( peripheral blood

mononuclear cells, PBMC) ¥ 3 4 % % # % ( Osteoprotegerin,

OPG) & o ¥ ¢t »» % % #F m ¢ ( Bone marrow stromal cells,

BMSC) F &% ® > Leptin ¥ #r 4] 75 % w2 & it > B & 3 F w

L4

2L B I OPGL%‘\»ER’%%L‘LFEL_IE RANKL % £ 8 #
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o2 & i =2 3 i A ( Cirmanova, Bayer, Starka, & Zajickova,

2008 ) & ;= Leptin > % i wm e 2 B 4 ¥ G % & H A i F &

J4:

vh4or 3 F w22 gl F e BB OPG / RANKL B & #

o
s

E B EE e A TNV A FH RPN Leptin )k B
b H s H e BB F e A BB AT R - P
Fenic® > ;a @ F B o b R F B ERBHHFE - d &7
TP RS H OPG e A W W oe gy Moh L o gtk s 15 9 RE
3 4 > HOF B ] W i & Leptin B oE P4 B oo oo
RANK # % % 3 3 (Holloway, et al., 2002)4p 3% i} - #= 7 %
Py - o3FE R R

BB - 4 > @R R 2P F R R ENE %R

A F R GKR BT Ry os 7 2 Leptin ik
¥ 3 * 4 = (Courteix, et al., 2007; Maimoun, et al.,

2008) ¥ i H B R - F GFHE SESFHE o E R AR
A g it T ATA FEHMPN RBE A Leptin 5 d E 4 ¢ 4] AL
§ % t h RANK B £ B4 R AL AT mw » Flaidss
Leptin ¥ 2 B # & S h A £ > ¥ & A3 2 3L hFm T 4p
oo EH AL h R R R R TR e f
B2 amadF g g BoF,» if\ﬁﬂi“?"ﬁﬁ@ﬁﬂ?ﬁ%é Leptin
R A P A wmke ind £oB o v B E R R R

"g; —
PSR L
= et EEH O SR B
B ey Leptin F A #H B EF T ¢ a2 LD

R BRI FHEAMEDT gES S FAHE PR S
" Leptin ™ '8 - ¥ Leptin & ¥ & CTx = f Ap M > F & F 2
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AR R EM FF YO R R AP N % (Prouteau, et al.,
2006) « B 7 A £ T % B o W i 5 Leptin 3 ¥ % gt &

fm P e 3

Leptin

o7

+]

v ¥
P& ¥ R R A 5 A (Munoz, et al., 2004) o T A4 L B R
P oo Leptin k B § # B F & # w4 kR

=S U ik S ’i%él'ﬁ’?fr;‘ﬁi o ¥ b > hAk & T d] ch

¢

)

Ao ERELORREES LE S EHE YR E
Rle @ s kpFEds FLonse iy clFES
R W A s Gl R A M E - Leptin R R 35 K iy

e
rEfEReERt gt R MEEL VR
A

WAl e s R M BEE S A £ o fl

[+ ke

'S

-5«-%“%_%1 oM A # A F (RMR): @@ 4% &2 4 Leptin

LT B R G E R ER R A A S P

|

£ (RMR/FFM) it @& 4o Leptin & < & « 4 f2 % % &
¥ 4p B (Kaufman et al., 2002) - 4& B F P & & JE &

B EEFDOREY O HEFREDE G BET NN E R

PR D oG ok o - KT EILIMEREF SR T Leptin

-~ v~

&
¥
A
>

§ % M Leptin & % % B % & ¥ 4p M (Blain et

al., 2002) » ® 4 % # i&8 5 {8 %+ 4o § # - Leptin k & ¥ ¥ &

= ‘fﬁ # B-ALP % & 4p M (Scariano et al., 2003) o %] g+ %
i

B o B A4 o~ P B Leptin Jk B 3 F & #t
Az p o RARE K S F FRA £ o2 f
’/)é“%%’-ﬂ“k"]:tﬁ?q*o
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S
I
9N

i U S R I i R e A

*

o 2 Leptin $ F * dFen 2 3 8% g FFH HF R
FoA 2 iR k4 < L o @8 P Leptin kR 0 R e
Leptin @ & 2 £ B J= £ % - # 4 ¥ &19%

o A2 LB B EE  AFGT P REEERR D R AY
Leptin 3 # # 42 36 ~ & S @ p F ot B B % ¢ o oo

pFdp Leptin ¥ 2 F e &2 gl F we cn B 3 & P K E & 7
¥

Foan I3 OAp 3K 4 2 4

ooom B R o F A9 OPG E

bt

(r=0.7,r=0.68 ) % 57 Leptin ¥ > | = 5% i ¥ lw % 4
BT N R - BEERaSEY R AT R OPG )k B

-

A F e s P o ¥ odh s PTH % 2 % % &2 gt # %
P s W f ¢ 4o PTH &2 3 % mve o+ 12 % B 3 &
B WA M 4 F 8B 3 k9 sRANKL - & ;& » OPG # . >

Tl e B ¥ w2 0 %F }+ ( Fu, Jilka, Manolagas, & O'Brien,
2002a) mH#F Lk ? M T sk £ 2R PTH & £ & (PTH type
l receptors, PTHIR) > # & ;& sRANKL(L. C. Hofbauer &
Heufelder, 2001; Perry et al., 1984) - & & 3 ¢ i ¥ wm % & g

%

P Ry RE SR FE T %) FY PTH kR & 0}
Ao gt e g P Y > S d e R ? TR
g1 P > 7 F G H 4 sRANKL e 4 % > # & & ¢ sRANKL ik
B oA R E #F TR % oo A M 4 H Testosterone ¥ Cortisol jk
Ren T o RS F e B F % chA 4 o PTH
B2 ¥ gt 3 4w & sSRANKL ek & fi’ﬁ"/»\ﬁir’:f;]%%

Beta-crosslaps & & "3 48 4 > ¢ o W A F we rom P OB T HF o
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m Testosterone ¥ Cortisol ek & » B F] ' % & £ B & % >
TR R N B a3 e T 2 M4 ) Leptin kB B b A s
B T X F PR EH2 R E R E Leptin»
B
¥ o

St

=h
i

TR F % 8 F S #am I o Rt R )

BB

o

w2l b e o] e 0 MM R

L

34

Wt g s o PTH B B en b 2 5 3 4 i3 # ' %2 sSRANKL
1 4 4 (Dempster et al., 2005) - 2 Testosterone jk & =+ 2
Foar A e @ g iF o 2 & PTH 0% % 4p 45 ) - 2V BB
WEWE B s BB 4 P RO 4 ;‘gg} HZ3 &% w2 gl F wooe
EATE B e T £ 4y ik Osteocalcin & % 4 j3 &
# 4p % Beta-crosslaps 14 & o ¥ - 3 § » Leptin & 3" R 4
o et E@goas gt wme o BT E 0 AR E B
v OPG & i i ¥ & = 4 #H 45k B-ALP ch & 2 » b B @ &
SRR N EHRIREHN G iTr > & Leptin ¢ A G
SEHAY we R TR A HAT
D TR OB RRE R ERG R w2 R e n

P

£ AT 4 2 Leptin 4~ 8 W & 3724 32 F wme F & X 0T % 5 e
Leptin st % ' % 4 & ch 2 3 7% » £ b 82 B F & H > & % &
w1 A

AR PRFYH P FRIRE DT HF A

w
)
it

PTH -~ Testosterone & Cortisol 7 % i* & 5 & ¥
CEE S BRIV RR R DB R A ¥R o Ko E R A L D
BEEY O HTAETEFARDAZLEF P HEDIEY @
Fh R E ¥ BRI kd OPG & F i iy ik

g mj
5
RS

Osteocalcin ¥ Beta-crosslaps > 7= % ' % B 7§ K > T %

AR o B EE R AL RS g 0t
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)

23 a2 THEHEY P g H Leptin o B2 5 >
FhEaY VREDEREPIRIP R o A E R R
B AR R S ELMENARFF 0 BT ERHH G B D
B4 B EE Y Leptinth A & o @ Leptin 2 ¥ A ¥ F 5

PTH -~ Testosterone ¥ Cortisol B e B i & » 3> X =

Sy
J= G
#=
™

&P R IPHM BT Leptinh® i+ B3 FE 5
g i % o f& Leptin & % % A ¥ v Bl £ 3 o & B P ¥ 07

oo 3t 2 g4 B Leptin k R v b 2 > B i F w4 L&
Afe s X 2 MUt B 4 IR OPG o _i2 B-ALP e A & o B oT f
EEHE O RE S HF B DA A E O Leptin 0 18 * > R
EE R 2T HESOEE S ARE T EEY > Leptin B F
LHF R RH O EEE o B RE R d fEE R D

BoR OB S OB T g E A H R RS R B i (4o B 21~ 22) o
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RANKL
o]:f x> OPG 1

Osteoblast Osteoclast
SALE Beta-crosslaps
Osteocalcin p
) R A o FHR S B E e F AP - R B

oM R
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Exercise

Osteoblast Osteoclast
SALE Beta-crosslaps
Osteocalcin p
W PRI ER R R R T R R P

oM OR
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e
A7 AR B R E R D R E Leptin s I IFH 5§ iE
L O B RERE P AIRFTREFET ALY L
T @ FEHME FHE F TSP > @ Leptin PR R 2
AR AT o 4 B w e R w2 B A
FHEF G- EBFFAARL EBR R oA R H P
F ok R R M E S B o s B e £ RS 2
Leptin #» # #_:& &7 2 2 % W % #F & & F % » ¢ 4] Leptin gL ¥
e 4 R R 3R s E e BEF R B kKA
£ A7 d il CHRI e U Sl N S O = e O
FERHEELIH R P RS KED FEEE A
o AR IREDERE R DAL DR RE AR

E-D
N

o
=
=

s B @ g b w2 gl e A ME R
(Frost, 1988) > i & % w % &2 g % w2 F T % > § 3 &
v OPG g *~ » & wg F & 3%:};1 # Osteocalcin ~ Beta-crosslaps
SHEEHF T -G a o PREER AR TN

< g

—\

Wi B Bl £ 0 # Leptin 2 AF M N BT gra b
A5 fe pt pF o Leptin 3 R E P X Bt E P A hB vy o H %

g F e h AV F o A4 ut M iE R o%“ﬁfr} Leptin 3" 3
Gy i ot cn 4 E B A it s 3 (5 B H 4 OPG 2 A i
F p¥ #) Testosterone 7 %X ¥ & & R T L F P T kA
A2KEF TR Fla @ AFHAEPHEOBRIEY @

Cortisol P % 2" S & eh v B » @ F F & 2 R_BR 4 g O L
2T > HF R B m P B e B MRS AL BT R
¥ PTH 5 A fF M P o £ enls 282 03[ b5+ 2 > & 5 4

En

e B B F e S en T % s @ PTH S > 3 % % & m & (%
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T i S B R R Y M T IR g B 4 SRANKL 0 4 & o
# SRANKL jE B 4 | & # T ;| % o

MY RFERE R YVRE K YRR EF W
B e EATR AT EVREF RO R RS T

R PR R ik MR R A R P T - BT

~

£ %,k & (K. M. Karlsson, Karlsson, Ahlborg, Valdimarsson,
Ljunghall, et al., 2003) > @& A # % ¥ #& 5 3 4 o & Leptin &
T B R we o E s 2 W 4 OPG 2 A R e I N
# % R 3 4o 4] 7 Leptin B¢ A G R H AT w5
Ni o B BT AIHEE S PTH - Testosterone ~ Cortisol & 4
w0 a R e R 3 4 A 2 F & (Maimoun, et al., 2004) %

P A At me B e A BT YRR
oo A FERT RS F g  ER R PR

B4 > 2 g e B Bl F e e € AT Y B DR A
Leptin ¥ 2 # %2 35 i ehzg & M ¥ % » & 4] Leptin § ¢ %
HE rngrtwe Ry ot AR ¥ PTH -

Testosterone ~ Cortisol & ¥ w e &2 gL w2 A 0 3 0%

P R OFHE AHIE Y - BATORE TR
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% 309G Leptin~ F AR FEF A0 ~ F SRR

B LI Leptin  Testosterone Cortisol PTH OPG  sRANKL B-ALP  Osteocalcin  B-crosslaps
Leptin — X X X 1 ) X ! !
Testosterone - X X X 1 )
Cortisol - X X X 1 X
PTH — X ! X X X
OPG — X X
sRANKL — X
B-ALP — X
Osteocalcin —
Beta-crosslaps —

o= "hm Ak (=1)> FEFLRE (P<05)
Ao R AphE o EHEFLE (P<O0S)
VR R f AR IR FALR (P<OS)
” X & kg F AP B
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40P Leptin s F ALY R FEF AR~ F SRR

B LIy Leptin  Testosterone  Cortisol PTH

OPG

sRANKL B-ALP

Osteocalcin

[B-crosslaps

Leptin - X X
Testosterone -

Cortisol -
PTH
OPG

sRANKL

B-ALP

Osteocalcin

Beta-crosslaps

X

XXX -

— K X >

T T S

XX X«

o= "hm Ak (=1)> FEFLRE (P<05)
Ao R AphE o EHEFLE (P<O0S)
VR R f AR IR FALR (P<OS)
” X & kg F AP B
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% 5:Leptin¥? PTH 2 2"ip - & () 210 M
# £ |ALeptin21 ALeptin31 ALeptin4] ALeptin32 ALeptin42 ALeptind3 APTH21  APTH31  APTH41  APTH32 APTH42  APTH43
ALeptin21 | 1.000  0.545 0.673  -0.300  -0.300 0.118 -0.009 -0.009 -0.591 0.118 -0.582 -0.627
ALeptin31 1.000 0236 0445 0273  -0.455 0.464 0.364 -0.182 -0.091 -0.645 -0.600
ALeptin41 1.000  -0.500  0.436 0.618 0.173 0.127 -0.191 0.018 -0.355 -0.373
ALeptin32 1.000  -0.091  -0.873 0.191 0.555 0.218 0.227 -0.027 -0.291
ALeptin42 1.000 0.509 0.136 0.264 0.455 0.000 0.227 0.164
ALeptin43 1.000 0.045 -0.264 0.036 -0.291 0.018 0.300
APTH21 1.000 0.691 0.382 -0.682 -0.673 -0.182
APTH31 1.000 0.373 -0.155 -0.491 -0.473
APTH41 1.000 -0.491 0.227 0.573
APTH32 1.000 0.482 -0.300
APTH42 1.000 0.664
APTHA43 1.000

V%A T EY BARM

Pk k7E T E B RADM

(0.70-0.99)

b

(0.40-0.69) > Ex ¥ LR (P<05)

FHFLRE (P<05)
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#. 6 : Leptin £ Testosterone & "€ () 249k

B LIy ALeptin ALeptin ALeptin ALeptin ALeptin ALeptin ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone
21 31 41 32 42 43 21 31 41 32 42 43

ALeptin21 1.000  0.545 0.673 -0.300 -0.300 0.118 -0.255 -0.445 -0.055 0.036 0.136 0.509
ALeptin31 1.000 0.236 0.445 -0.273 -0.455 -0.445 -0.045 -0.018 0.573 0.445 0.091
ALeptind1 1.000 -0.500 0.436 0.618 -0.182 -0.127 0.264 0.064 0.318 0.118
ALeptin32 1.000 -0.091 -0.873 -0.336 -0.018 -0.418 0.345 0.173 -0.200
ALeptin42 1.000 0.509 -0.191 0.127 0.209 0.055 0.345 -0.300
ALeptin43 1.000 0.127 0.091 0.473 -0.245 0.055 0.036
ATestosterone2 1 1.000 0.391 0.236 -0.327 -0.473 -0.309
ATestosterone3 1 1.000 0.782 0.618 0.391 -0.855
ATestosterone4 1 1.000 0.555 0.600 -0.500
ATestosterone32 1.000 0.836 -0.518
ATestosterone4?2 1.000 -0.264
ATestosterone43 1.000

iUk 7A T E P BRApR (040-0.69) iEEF LR (P<05)
"k k7o EF ARApR  (0.70-0.99) EHFELE (P<05)
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#. 7 : Leptin 7 Cortisol % 2" %+ £ (

) 2 4p B

# £} |ALeptin21 ALeptin31 ALeptin41 ALeptin32 ALeptin42 ALeptin43 ACortisol21 ACortisol31 ACortisol41 ACortisol32 ACortisol42 ACortisol43
ALeptin21 | 1.000 0.545 0.673  -0.300 -0.300 0.118 -0.164 -0.445 0.191 -0.209 0.473 0.473
ALeptin31 1.000 0.236 0.445 -0.273 -0.455 -0.127 -0.282 0.409 -0.145 0.373 0.355
ALeptin41 1.000  -0.500 0.436 0.618 -0.082 -0.055 -0.191 0.300 0.127 0.045
ALeptin32 1.000 -0.091 -0.873 -0.345 -0.191 0.291 -0.091 0.227 0.227
ALeptin42 1.000 0.509 -0.145 0.209 -0.473 0.482 -0.236 -0.309
ALeptin43 1.000 0.255 0.336 -0.455 0.336 -0.300 -0.364

ACortisol21 1.000 0.791 -0.109 0.309 -0.809 -0.691
ACortisol31 1.000 -0.336 0.709 -0.873 -0.909
ACortisol41 1.000 -0.636 0.509 0.573
ACortisol32 1.000 -0.673 -0.818
ACortisol42 1.000 0.955
ACortisol43 1.000

V%A T EY BARM

Pk k7E T E B RADM

(0.40-0.69) > Ex ¥ LR (P<05)

(0.70-0.99) - E L3 (P<05)

85



# 8! Leptin 22 OPG 2 'ip gt & () 2 4p M

B £} |ALeptin21 ALeptin31 ALeptin4]l ALeptin32 ALeptin42 ALeptind3 AOPG21 AOPG31 AOPG41 AOPG32 AOPG42 AOPG43
ALeptin21 | 1.000 0.545 0.673  -0.300  -0.300 0.118  -0.027 -0.391 0200  -0.318 0.582  0.700**
ALeptin31 1.000 0236 0445  -0273  -0455  -0.064 -0.355 0236  -0.464 0.409  0.682*
ALeptin41 1.000  -0.500  0.436 0.618  -0.355 -0.391  -0.209 0.118 0.409  0.400
ALeptin32 1.000  -0.091  -0873 0336  0.082 0218  -0.609*  -0.182 0.045
ALeptin42 1.000 0.509  -0.327 -0.109  -0.327 0.245 0.045 -0.118
ALeptin43 1.000  -0.527 -0.191  -0.391 0.636 0.236  -0.027
AOPG21 1.000 0791  0.718  -0.118 -0.291 -0.309
AOPG31 1.000  0.482 0.455 -0.518 -0.673
AOPG41 1.000  -0.164 0264  0.218
AOPG32 1.000 -0.273  -0.536
AOPG42 1.000  0.909
AOPG43 1.000
Uk VEA T EY BApR (040-069) ZEF L E (P<05)

-

"k k7& o EF RAPM  (0.70-0.99) EHFELE (P<05)
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# 9 @ Leptin 22 sSRANKL & "@p & () 2490

LIk

ALeptin21 ALeptin31 ALeptin41 ALeptin32 ALeptin42 ALeptin43 ARANKL21 ARANKL31 ARANKL41 ARANKL32 ARANKL42 ARANKLA43

ALeptin21
ALeptin31
ALeptind1
ALeptin32
ALeptin42
ALeptin43
ARANKIL21
ARANKL31
ARANKLA41
ARANKL32
ARANKLA42
ARANKIL43

1.000 0.545 0.673  -0.300 -0.300
1.000 0.236 0.445 -0.273

1.000  -0.500 0.436

1.000 -0.091

1.000

0.118
-0.455
0.618
-0.873
0.509
1.000

0.182
0.264
-0.164
0.145
-0.236
-0.218
1.000

-0.427
-0.382
-0.400

0.136
-0.091
-0.218
-0.091

1.000

0.536
0.636
0.418
0.136
0.127
-0.073
0.673
-0.455
1.000

-0.536
-0.582
-0.318
0.018
0.045
-0.036
-0.627
0.736
-0.864
1.000

0.636*
0.655*
0.609*
0.000
0.209
0.118
0.445
-0.718
0.918
-0.909
1.000

0.636*
0.655*
0.609*
0.000
0.209
0.118
0.445
-0.718
0.918
-0.909
1.000
1.000

k7RG Y RApM (0.40-0.69) 0 A

okt

42 (P<05)

Pk k7473 B AMME  (0.70-099) > ERFLE (P<05)
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% 10 : Leptin 2 B-ALP £ ' % £ () 2 49 B
# £ 1 |ALeptin21 ALeptin31 ALeptin41 ALeptin32 ALeptind2 ALeptin43 AALP21 ~ AALP31  AALP41  AALP32 AALP42  AALP43
ALeptin21 | 1.000  0.545 0.673  -0.300  -0.300 0.118 -0.164 -0.209 -0.682 -0.182 -0.718 -0.482
ALeptin31 1.000 0236 0445  -0273  -0.455 -0.055 -0.391 -0.209 -0.409 -0.273 0.200
ALeptin41 1.000  -0.500  0.436 0.618 0.018 -0.018 -0.364 -0.127 -0.382 -0.500
ALeptin32 1.000  -0.091  -0.873 -0.400 -0.582 0.036 -0.182 0.382 0.636*
ALeptin42 1.000 0.509 -0.064 -0.045 0.155 -0.118 0.318 0.136
ALeptin43 1.000 0.309 0.464 0.036 0.145 -0.145 -0.473
AALP21 1.000 0.745 0.691 -0.073 -0.109 -0.173
AALP31 1.000 0.636 0.500 0.127 -0.464
AALP41 1.000 0.236 0.591 0.155
AALP32 1.000 0.573 -0.555
AALP42 1.000 0.164
AALP43 1.000

;3‘_—_: 37*9’%—\’ /‘\_/E"\ c; fﬁ#ﬁfﬁg

Uk k4o BB R ADM

(0.40-0.69) > Ehg ¥ £ % (P<05)

(0.70-0.99)

K

=

EhF LR (P<05)
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#. 11 : Leptin #7 Osteocalcin % 2'r¥p i () 2 4p M

B LI ALeptin ALeptin ALeptin ALeptin ALeptin ALeptin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin
21 31 41 32 42 43 21 31 41 32 42 43
ALeptin21 1.000  0.545 0.673 -0.300 -0.300 0.118 0.000 -0.518 -0.282 -0.618* -0.427 0.455
ALeptin31 1.000 0.236 0.445 -0.273 -0.455 0.027 -0.109 0.118 -0.127 0.100 0.445
ALeptin41 1.000 -0.500  0.436 0.618  0.082 -0.236 -0.073 -0.455 -0.491 0.064
ALeptin32 1.000  -0.091 -0.873  -0.209 0.345 0.473 0.536 0.673* 0.027
ALeptin42 1.000 0.509  -0.064 0.200 0.209 0.127 -0.118 -0.473
ALeptin43 1.000  0.255 -0.273 -0.345 -0.473 -0.682 -0.173
AOsteocalcin21 1.000 0.309 0.291 -0.355 -0.373 0.018
AOsteocalcin31 1.000 0.764 0.673 0.482 -0.500
AOsteocalcin4 1 1.000 0.436 0.609 0.055
AOsteocalcin32 1.000 0.818 -0.427
AOsteocalcind2 1.000 0.136
AOsteocalcin43 1.000

Tk 7EA G EY BApkE (040-0.69) i EF LR (P<05)
"kk7i T EZAEEME (0.70-099) > EEFLR (P<05)
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#. 12 : Leptin £ Beta-corsslap & " %€ () 249k

# L1} |ALeptin21 ALeptin31 ALeptin41 ALeptin32 ALeptin42 ALeptin43 Acorsslaps21 Acorsslaps31 Acorsslaps41 Acorsslaps32 Acorsslaps42 Acorsslaps43
ALeptin21 1.000 0.545 0.673  -0.300 -0.300 0.118 0.573 -0.264 -0.518 -0.636* -0.809** -0.209
ALeptin31 1.000 0.236 0.445 -0.273 -0.455 0.100 0.155 -0.345 0.000 -0.409 -0.327
ALeptin41 1.000  -0.500 0.436 0.618 0.373 -0.445 -0.145 -0.664 -0.309 0.064
ALeptin32 1.000 -0.091 -0.873 -0.582 0.436 0.064 0.655* 0.236 -0.127
ALeptin42 1.000 0.509 -0.391 -0.336 0.318 -0.091 0.464 0.291
ALeptin43 1.000 0.245 -0.482 -0.064 -0.555 -0.064 0.118

Acorsslaps21 1.000 0.018 0.055 -0.436 -0.318 -0.036
Acorsslaps31 1.000 0.055 0.855 0.164 -0.609
Acorsslaps41 1.000 0.218 0.882 0.682
Acorsslaps32 1.000 0.464 -0.345
Acorsslaps42 1.000 0.527
Acorsslaps43 1.000
UKV EA T EY BB (040-069) ZEF L E (P<05)

-

"k k7& o EF RAPM  (0.70-0.99) EHFELE (P<05)
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% 13: PTH2 OPG 22"t & (A) 2 b

B E I} | APTH21 APTH31 APTH41 APTH32 APTH42 APTH43 AOPG21 AOPG31 AOPG41 AOPG32 AOPG42 AOPG43
APTH21 1.000 0.691 0.382 -0.682 -0.673 -0.182 -0.309 -0.100 -0.145 0.227 0.245 0.264
APTH31 1.000 0.373 -0.155 -0.491 -0.473 0.136 0.055 0.009 -0.227 0.109 0.182
APTH41 1.000 -0.491 0.227 0.573 0.309 0.664 0.227 0.536 -0.236 -0.445
APTH32 1.000 0.482 -0.300 0.164 -0.218 -0.227 -0.600 -0.309 -0.118
APTH42 1.000 0.664 0.227 0.364 -0.164 0.209 -0.645 -0.745
APTHA43 1.000 0.091 0.500 0.018 0.709 -0.336 -0.618
AOPG21 1.000 0.791 0.718 -0.118 -0.291 -0.309
AOPG31 1.000 0.482 0.455 -0.518 -0.673
AOPG41 1.000 -0.164 0.264  0.218
AOPG32 1.000 -0.273  -0.536
AOPG42 1.000  0.909
AOPG43 1.000

o7 kT AR RAPRE (040-0.69) ik FALE (P<05)

TokkT Ao BB RADKE

(0.70-0.99) - &%

FAE (P<05)
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% 14: PTH 2 RANKL 22" %t & (A) 2 49 M

#E % |APTH21 APTH31 APTH41 APTH32 APTH42 APTH43 ARANKL21 ARANKL31 ARANKL41 ARANKL32 ARANKL42 ARANKL43
APTH21 1.000 0.691 0382 -0.682 -0.673 -0.182 0.264 -0.209 0.318 -0.273 0.336 0.336
APTH31 1.000 0373 -0.155 -0.491 -0.473 0.200 -0.027 0.318 -0.064 0.264 0.264
APTH41 1.000 -0.491 0.227 0.573 -0.082 0.391 -0.209 0.436 -0.309 -0.309
APTH32 1.000 0.482 -0.300 -0.373 -0.073 -0.164 0.164 -0.073 -0.073
APTH42 1.000  0.664 -0.545 0.318 -0.682 0.645 -0.645 -0.645
APTHA43 1.000 -0.200 0.309 -0.582 0.473 -0.582 -0.582

ARANKL21 1.000 -0.091 0.673 -0.627 0.445 0.445
ARANKL31 1.000 -0.455 0.736 -0.718 -0.718
ARANKLA41 1.000 -0.864 0.918 0.918
ARANKL32 1.000 -0.909 -0.909
ARANKLA42 1.000 1.000
ARANKLA43 1.000

7 kT AR RApRE (0.40-0.69) ik FALE (P<05)

” **7

-

T AT E B AR (0.70-0.99) EHFELE (P<05)
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% 15:PTH & ALP £ 2'ip i & () 2 R

B Ly APTH21 APTH31 APTH41 APTH32 APTH42 APTH43 AALP21 AALP31 AALP41 AALP32 AALP42 AALP43
APTH21 1.000 0.691 0.382 -0.682 -0.673 -0.182 0.464 0.036 0.291 -0.273 -0.009 0.136
APTH31 1.000 0.373 -0.155 -0.491 -0.473 -0.127 -0.436 -0.118 -0.255 0.064 0.173
APTH41 1.000 -0.491 0.227 0.573 0.236 -0.082 0.264 -0.455 0.091 0.600
APTH32 1.000 0.482 -0.300 -0.673 -0.245 -0.291 0.455 0.291 -0.173
APTH42 1.000 0.664 -0.182 0.173 0.236 0.327 0.436 0.218
APTHA43 1.000 0.336 0.382 0.427 -0.027 0.127 0.382
AALP21 1.000 0.745 0.691 -0.073 -0.109 -0.173
AALP31 1.000 0.636 0.500 0.127 -0.464
AALP41 1.000 0.236 0.591 0.155
AALP32 1.000 0.573 -0.555
AALP42 1.000 0.164
AALP43 1.000

iUk 7EA T E Y BApRkE (040-0.69) EEFLE (P<05)
"kk7EATE B AR (0.70-099) o EEFLE (P<05)
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% 16 : PTH £7 Osteocalcin % 2" #p & v & (

) 2 ip B

Sy APTH APTH APTH APTH APTH APTH AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin
21 31 41 32 42 43 21 31 41 32 42 43
APTH21 1.000  0.691 0.382 -0.682 -0.673 -0.182 0.745 0.282 0.327 -0.191 -0.200 0.036
APTH31 1.000 0373 -0.155 -0.491 -0.473 0.418 0.373 0.591 0.000 0.073 -0.045
APTHA41 1.000 -0.491 0.227 0.573 0.109 0.364 0.264 0.136 0.027 -0.336
APTH32 1.000  0.482 -0.300 -0.664 -0.018 0.136 0.473 0.555 0.045
APTH42 1.000  0.664 -0.618 0.145 -0.009 0.591 0.473 -0.291
APTH43 1.000 -0.127 0.045 -0.282 0.173 -0.045 -0.336
AOsteocalcin21 1.000 0.309 0.291 -0.355 -0.373 0.018
AOsteocalcin31 1.000 0.764 0.673 0.482 -0.500
AOsteocalcin41 1.000 0.436 0.609 0.055
AOsteocalcin32 1.000 0.818 -0.427
AOsteocalcin42 1.000 0.136
AOsteocalcin43 1.000
iUk 7EA T E Y RApM (040-069) EEF LR (P<05)
TkokTEA o E B RPE (0.70-099) - ZEFLE (P<05)
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# 17 : PTH #2 corsslaps % 2"3p it & () 2. fpif

B LIy APTH21 APTH31 APTH41 APTH32 APTH42 APTHA43 Acorsslaps21 Acorsslaps31 Acorsslaps41 Acorsslaps32 Acorsslaps42 Acorsslaps43
APTH21 1.000  0.691 0382 -0.682 -0.673 -0.182 -0.409 0.082 -0.255 0.191 -0.009 -0.191
APTH31 1.000 0373 -0.155 -0.491 -0.473 -0.673 0.055 -0.164 0.264 0.055 -0.036
APTH41 1.000 -0.491 0.227 0.573 -0.482 0.245 0.273 0.455 0.500 -0.045
APTH32 1.000  0.482 -0.300 0.118 -0.036 0.191 -0.100 0.064 0.155
APTH42 1.000  0.664 0.027 0.145 0.545 0.200 0.564 0.164
APTHA43 1.000 -0.009 0.227 0.264 0.264 0.391 -0.136

Acorsslaps21 1.000 0.018 0.055 -0.436 -0.318 -0.036
Acorsslaps31 1.000 0.055 0.855 0.164 -0.609
Acorsslaps41 1.000 0.218 0.882 0.682
Acorsslaps32 1.000 0.464 -0.345
Acorsslaps42 1.000 0.527
Acorsslaps43 1.000

iUk 7EA T E Y BApRkE (040-0.69) EEFLE (P<05)
"kk7EATE B AR (0.70-099) o EEFLE (P<05)
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4 18 : Testosterone ¥ OPG 22" Bt £ (A) 2 49l
#F L} |ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone AOPG AOPG  AOP AOPG AOPG AOPG
21 31 41 32 42 43 21 31 G41 32 42 43
ATestosterone2 1 1.000 0.391 0.236 -0.327 -0.473 -0.309 0.027 0.373 -0.209 0.445 -0.564 -0.582
ATestosterone3 1 1.000 0.782 0.618 0.391 -0.855 -0.155 0.309 -0.336 0.645 -0.355 -0.427
ATestosterone41 1.000 0.555 0.600 -0.500 -0.491 -0.091 -0.509 0.600 0.091 -0.055
ATestosterone32 1.000 0.836 -0.518 0.027 0.064 0.055 0.082 0.200 0.218
ATestosterone42 1.000 -0.264 -0.209 -0.182 -0.164 0.009 0.436 0.373
ATestosterone43 1.000 0.045 -0.273 0.291 -0.409 0.409 0.427
AOPG21 1.000 0.791 0.718 -0.118 -0.291 -0.309
AOPG31 1.000 0.482 0.455 -0.518 -0.673
AOPG41 1.000 -0.164 0.264 0.218
AOPG32 1.000 -0.273 -0.536
AOPG42 1.000 0.909
AOPG43 1.000

N

:n *n %/.‘—Eﬂ)iﬁprﬁg
” **n %»,7,?7%));#;]%

(0.40-0.69) > £

MyE iR (P<05)
(0.70-0.99) i

MyELP (P<05)
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% 19 : Testosterone ¥* RANKL % 2" SR#p it & (/) 2 40 B

# L} |ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone ARANKL ARANKL ARANKL ARANKL ARANKL ARANKL
21 31 41 32 42 43 21 31 41 32 42 43

ATestosterone2 1 1.000 0.391 0.236 -0.327 -0.473 -0.309  -0.282 0.400 -0.436 0.473  -0.545 -0.545
ATestosterone3 1 1.000 0.782 0.618 0.391 -0.855  -0.027 0.055 -0.182 0.209 -0.209 -0.209
ATestosterone4 1 1.000 0.555 0.600 -0.500 0.018 -0.473 0.073  -0.209 0.200 0.200
ATestosterone32 1.000 0.836 -0.518 0.345 -0.327 0.418 -0.327 0.400 0.400
ATestosterone42 1.000 -0.264 0.209 -0.673 0.491 -0.482 0.609 0.609
ATestosterone43 1.000 -0.091 -0.273 0.073  -0.264 0.191 0.191
ARANKL21 1.000 -0.091 0.673  -0.627 0.445 0.445
ARANKL31 1.000 -0.455 0.736  -0.718 -0.718
ARANKLA41 1.000 -0.864 0.918 0.918
ARANKIL32 1.000 -0.909 -0.909
ARANKL42 1.000  1.000
ARANKL43 1.000

7 k7 A E RiEM (040-069) ExEFALRE (P<05)
bed

Tokx” A7 EF R (0.70-099)

¥ ZBE (P<05)
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# 20 : Testosterone ¥ ALP £ 3" & () 2 /ph

B E I} |ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone  AALP AALP  AALP  AALP  AALP AALP
21 31 41 32 42 43 21 31 41 32 42 43
ATestosterone2 1 1.000 0.391 0.236 -0.327 -0.473 -0.309 0.573 0.664 0.455 0.391 0.155  -0.536
ATestosterone3 1 1.000 0.782 0.618 0.391 -0.855 0.845 0.582 0.800**  -0.027 0.191 0.100
ATestosterone4 1 1.000 0.555 0.600 -0.500 0.809 0.764 0.591 0.064 -0.073  -0.200
ATestosterone32 1.000 0.836 -0.518 0.400  -0.009 0.273  -0.500  -0.209 0.436
ATestosterone42 1.000 -0.264 0.182 0.036 0.082 -0.327 -0.191 0.264
ATestosterone43 1.000  -0.591 -0.245  -0.709 0.091 -0.345  -0.155
AALP21 1.000 0.745 0.691 -0.073  -0.109  -0.173
AALP31 1.000 0.636 0.500 0.127  -0.464
AALP41 1.000 0.236 0.591 0.155
AALP32 1.000 0.573  -0.555
AALP42 1.000 0.164
AALP43 1.000

iUk 7EA T E Y RApM (040-069) EEF LR (P<05)
"k k74T E B AR (0.70-099) o EEFLE (P<05)
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# 21 : Testosterone £2 Osteocalcin % 2" 5 i* & (

) 2 4p B

y ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin
21 31 41 32 42 43 21 31 41 32 42 43

ATestosterone21 1.000 0.391 0.236 -0.327 -0.473 -0.309 0.336 0.455 0.336 0.127 0.145 -0.027
ATestosterone31 1.000 0.782 0.618 0.391 -0.855 0.618 0.709** 0.509 0.273 0.145 -0.218
ATestosterone4 1 1.000 0.555 0.600 -0.500 0.645 0.291 0.264 -0.136 -0.191 0.027
ATestosterone32 1.000 0.836 -0.518 0.364 0.373 0.400 0.064 0.091 0.027
ATestosterone42 1.000 -0.264 0.327 0.091 0.364 -0.173 -0.055 0.191
ATestosterone43 1.000 -0.536 -0.909 -0.609 -0.482 -0.200 0.564
AOsteocalcin21 1.000 0.309 0.291 -0.355 -0.373 0.018
AOsteocalcin31 1.000 0.764 0.673 0.482 -0.500
AOsteocalcin41 1.000 0.436 0.609 0.055
AOsteocalcin32 1.000 0.818 -0.427
AOsteocalcin42 1.000 0.136
AOsteocalcin43 1.000

ik EA o E Y BApk (040-069) EEFLE (P<05)
"k kAT EZARAKE  (0.70-099) o iE

BEid (P<05)
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% 22 : Testosterone ¥7 corsslaps & "R E () 2 4pM
y ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone ATestosterone Acorsslaps Acorsslaps Acorsslaps Acorsslaps Acorsslaps Acorsslaps
21 31 41 32 42 43 21 31 41 32 42 43
ATestosterone2 1 1.000 0.391 0.236 -0.327 -0.473 -0.309 0264 -0.182 0.609*  -0.109 0.455 0.718**
ATestosterone3 1 1.000 0.782 0.618 0.391 -0.855  -0.236 0.091 0.382 0.236 0.527 0.191
ATestosterone4 1 1.000 0.555 0.600 -0.500  -0.036  -0.400 0.064  -0.345 0.127 0.200
ATestosterone32 1.000 0.836 -0.518  -0.318 0.100  -0.100 0.145 0.000  -0.227
ATestosterone42 1.000 -0.264  -0418 -0336 -0.282 -0.227 -0.136  -0.109
ATestosterone43 1.000 0.445 -0.218 -0.500 -0.455 -0.664 -0.236
Acorsslaps21 1.000 0.018 0.055 -0.436 -0.318 -0.036
Acorsslaps31 1.000 0.055 0.855 0.164  -0.609
Acorsslaps41 1.000 0.218 0.882 0.682
Acorsslaps32 1.000 0.464  -0.345
Acorsslaps42 1.000 0.527
Acorsslaps43 1.000
x4 E P Bap (040-069) EkFLE (P<05)
Uk k7EAon B R ARAM  (070-0.99) - EEFLE (P<O05)
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% 23 : Cortisol ¥2 OPG 2 3" ip %1t & (A) 2 1M

B £} |ACortiso21 ACortiso31 ACortiso41 ACortiso32 ACortiso42 ACortiso43 AOPG21 AOPG31 AOPG41 AOPG32 AOPG42 AOPG43
ACortiso21 1.000 0.791 -0.109 0.309 -0.809 0.691 0255  -0.182 0282  -0.145  0.618  -0.082
ACortiso31 1.000 -0.336 0.709 -0.873 0909 0336 -0318 0200 -0.473  0.655 -0.264
ACortiso41 1.000 -0.636 0.509 0.573 -0.455  0.009 -0.164 -0.155 -0.382  -0.136
ACortiso32 1.000 -0.673 0.818 0336 -0373  -0.118  -0473 0309  -0.145
ACortiso42 1.000 0.955 -0.300 0255 -0218 0273 -0.573  0.173
ACortiso43 1.000  -0.364 0373  -0.091 0418 -0.582  0.191
AOPG21 1.000  0.791 0718  -0.118 -0.291 -0.309
AOPG31 1.000  0.482 0.455 -0.518 -0.673
AOPG41 1.000  -0.164 0264 0.218
AOPG32 1.000 -0.273  -0.536
AOPG42 1.000  0.909
AOPG43 1.000
7 ok A2 Bk (040-069) ik EL R (P<05)

” **n %,’.g%)’;#gfﬁg

(0.70-0.99)

b

ZHFLRE (P<05)
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% 24 ¢ Cortisol 22 RANKL "3 % (A) 2 1p ke

B E 1} | ACortisol ACortisol ACortisol ACortisol ACortisol ACortisol ARANKL ARANKL ARANKL ARANKL ARANKL ARANKL
21 31 41 32 42 43 21 31 41 32 42 43
ACortisol21 1.000 0.791 -0.109 0.309 -0.809 -0.691 0.055 0.009  -0.100 0.055 -0.164  -0.164
ACortisol31 1.000 -0.336 0.709 -0.873 -0.909  -0.064 0.073  -0.255 0236  -0.255  -0.255
ACortisol41 1.000 -0.636 0.509 0573  -0.364  -0.445 -0.155  -0.082 0.018 0.018
ACortisol32 1.000 -0.673 -0.818 0.045 0.136 0.082 0.082 0.055 0.055
ACortisol42 1.000 0955 -0.164  -0.182 0.055  -0.118 0.191 0.191
ACortiso43 1.000  -0.136  -0.155 0.082  -0.118 0.164 0.164
ARANKIL21 1.000  -0.091 0.673  -0.627 0.445 0.445
ARANKL31 1.000  -0.455 0.736  -0.718  -0.718
ARANKLA41 1.000  -0.864 0918 0.918
ARANKL32 1.000  -0.909  -0.909
ARANKLA42 1.000 1.000
ARANKLA43 1.000
7 kT A EQ R (040-069) ExEFALRE (P<05)
Toxx” A7 E®ARAPM (070-099) > EHEFLE (P<05)
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% 25 : Cortisol ¥ ALP & "3 i £ (

) 2 4p B

B Ll ACortisol21 ACortisol31 ACortisol41 ACortisol32 ACortisol42 ACortisol43 AALP21 AALP31 AALP41 AALP32 AALP42 AALPA43

ACortisol21 1.000
ACortisol31
ACortisol41
ACortisol32
ACortisol42
ACortisol43
AALP21
AALP31
AALP41
AALP32
AALP42
AALP43

0.791
1.000

-0.109 0.309
-0.336 0.709
1.000 -0.636
1.000

-0.809
-0.873
0.509
-0.673
1.000

-0.691
-0.909
0.573
-0.818
0.955
1.000

0.864
0.745
-0.191
0.400
-0.764
-0.736
1.000

0.736
0.618
0.127
0.173
-0.600
-0.555
0.745
1.000

0.518
0.673
-0.064
0.436
-0.700
-0.736
0.691
0.636
1.000

0.055
0.209
0.373
0.082
-0.036
-0.100
-0.073
0.500
0.236
1.000

-0.118
0.273
0.082
0.327

-0.200

-0.300

-0.109
0.127
0.591
0.573
1.000

-0.309
-0.200
-0.009
-0.264
0.164
0.164
-0.173
-0.464
0.155
-0.555
0.164
1.000

LUKV A o B¢ R APBE

Pk k7E T E B RADM

(0.40-0.69) > Ex ¥ LR (P<05)

(0.70-0.99)

ERFLR (P<05)
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% 26 : Cortisol ¥7 Osteocalcin % 2" i £ (

) 24P M

vy ACortisol ACortisol ACortisol ACortisol ACortisol ACortisol AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin
21 31 41 32 42 43 21 31 41 32 42 43
ACortisol21 1.000 0.791  -0.109 0309  -0.809 -0.691 0.773** 0.309 0.300 -0.282 -0.191 0.173
ACortisol31 1.000  -0.336 0.709  -0.873  -0.909 0.827 0.555 0.445 0.018 -0.091 -0.182
ACortisol41 1.000  -0.636 0.509 0.573 -0.309 -0.236 0.173 0.136 0.600 0.800**
ACortisol32 1.000  -0.673  -0.818 0.609 0.627 0.409 0.173 -0.155 -0.555
ACortisol42 1.000 0.955 -0.736 -0.609 -0.391 -0.036 0.155 0.364
ACortisol43 1.000 -0.755 -0.636 -0.345 -0.118 0.173 0.482
AOsteocalcin21 1.000 0.309 0.291 -0.355 -0.373 0.018
AOsteocalcin31 1.000 0.764 0.673 0.482 -0.500
AOsteocalcin41 1.000 0.436 0.609 0.055
AOsteocalcin32 1.000 0.818 -0.427
AOsteocalcin42 1.000 0.136
AOsteocalcin43 1.000
FERME S A7 LA

Pk k74 EFARMAME  (0.70-0.99)

P RAPR (040-0.69) EkF LR (P<05)

MyE L P (P<05)
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#. 27 @ Cortisol ¥ corsslaps 2 "R F & () 2 4Pk
B E 5 ACortisol ACortisol ACortisol ACortisol ACortisol ACortisol Acorsslaps Acorsslaps Acorsslaps Acorsslaps Acorsslaps Acorsslaps
21 31 41 32 42 43 21 31 41 32 42 43
ACortisol21 1.000 0.791 -0.109 0.309 -0.809 -0.691 0.018 -0.309 0.173 -0.191 0.173 0.436
ACortisol31 1.000 -0.336 0.709 -0.873 -0.909 -0.345 -0.118 0.227 0.109 0.445 0.318
ACortisol41 1.000 -0.636 0.509 0.573 0.218 -0.036 -0.155 -0.173 -0.200 -0.064
ACortisol32 1.000 -0.673 -0.818 -0.327 -0.045 0.300 0.145 0.436 0.300
ACortisol42 1.000 0.955 0.309 0.255 -0.418 -0.055 -0.509 -0.555
ACortisol43 1.000 0.336 0.127 -0.364 -0.145 -0.518 -0.400
Acorsslaps21 1.000 0.018 0.055 -0.436 -0.318 -0.036
Acorsslaps31 1.000 0.055 0.855 0.164 -0.609
Acorsslaps41 1.000 0.218 0.882 0.682
Acorsslaps32 1.000 0.464 -0.345
Acorsslaps42 1.000 0.527
Acorsslaps43 1.000
iUk 7EA T E Y RApM (040-069) EEF LR (P<05)
"k k74T E B AR (0.70-099) o EEFLE (P<05)
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4 28:0PG £ ALP 22" it & () 2 4pRe

B E I | AOPG21 AOPG31 AOPG41 AOPG32 AOPG42 AOPG43 AALP21  AALP31  AALP41  AALP32  AALP42  AALP43
AOPG21 1.000 0.791 0.718 -0.118 -0.291 -0.309 -0.264 -0.445 -0.409 -0.382 -0.364 0.282
AOPG31 1.000 0.482 0.455 -0.518 -0.673 0.209 0.009 0.036 -0.282 -0.182 0.245
AOPG41 1.000 -0.164 0.264 0.218 -0.200 -0.582 -0.500 -0.773 -0.609* 0.436
AOPG32 1.000 -0.273 -0.536 0.736 0.618 0.455 -0.027 -0.073 -0.118
AOPG42 1.000 0.909 -0.127 -0.245 -0.445 -0.455 -0.573 0.027
AOPG43 1.000 -0.236 -0.373 -0.464 -0.364 -0.455 -0.009
AALP21 1.000 0.745 0.691 -0.073 -0.109 -0.173
AALP31 1.000 0.636 0.500 0.127 -0.464
AALP41 1.000 0.236 0.591 0.155
AALP32 1.000 0.573 -0.555
AALP42 1.000 0.164
AALP43 1.000

iUk 7EA T E Y BApRkE (040-0.69) EEFLE (P<05)
"kk7EATE B AR (0.70-099) o EEFLE (P<05)
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% 29 : OPG ¥ Osteocalcin & 2" % iv £ (

) 24P M

BEr; AOPG AOPG AOPG AOPG AOPG AOPG AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin
21 31 41 32 42 43 21 31 41 32 42 43
AOPG21 1.000 0.791 0.718 -0.118  -0.291 -0.309 -0.300 0.145 0.118 0.100 0.209 -0.064
AOPG31 1.000 0.482 0.455 -0.518  -0.673 -0.018 0.355 0.227 0.118 0.145 -0.173
AOPG41 1.000  -0.164 0.264 0.218 -0.264 -0.227 -0.309 -0.282 -0.227 -0.018
AOPG32 1.000  -0.273  -0.536 0.373 0.200 -0.064 -0.136 -0.336 -0.255
AOPG42 1.000 0.909 0.191 -0.600 -0.436 -0.736 -0.691 0.209
AOPG43 1.000 0.100 -0.536 -0.318 -0.564 -0.445 0.336
AOsteocalcin2 1 1.000 0.309 0.291 -0.355 -0.373 0.018
AOsteocalcin3 1 1.000 0.764 0.673 0.482 -0.500
AOsteocalcin4 1 1.000 0.436 0.609 0.055
AOsteocalcin32 1.000 0.818 -0.427
AOsteocalcin4?2 1.000 0.136
AOsteocalcin43 1.000
FERE £ 2 (P<05)

#RApH (0.40-0.69) > A E

Pk k74 EFARMAME  (0.70-0.99)

MyE L P (P<05)
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# 30 : OPG

22 corsslaps & 2" it £ (

) 2 ip B

£ |AOPG21 AOPG31 AOPG41 AOPG32 AOPG42 AOPG43 Acorsslaps21 Acorsslaps31 Acorsslaps41 Acorsslaps32 Acorsslaps42 Acorsslaps43
AOPG21 1.000 0.791 0.718 -0.118 -0.291 -0.309 -0.009 0.373 0.136 0.309 0.000 -0.082
AOPG31 1.000 0.482 0.455 -0.518 -0.673 -0.055 0.300 0.400 0.336 0.364 0.127
AOPG41 1.000 -0.164 0.264 0.218 0.118 0.309 -0.145 0.209 -0.318 -0.282
AOPG32 1.000 -0.273  -0.536 0.182 -0.009 0.300 -0.045 0.345 0.109
AOPG42 1.000 0.909 -0.036 -0.409 -0.727 -0.455 -0.755 -0.318
AOPG43 1.000 0.045 -0.264 -0.700 -0.364 -0.764 -0.336
Acorsslaps21 1.000 0.018 0.055 -0.436 -0.318 -0.036
Acorsslaps31 1.000 0.055 0.855 0.164 -0.609
Acorsslaps41 1.000 0.218 0.882 0.682
Acorsslaps32 1.000 0.464 -0.345
Acorsslaps42 1.000 0.527
Acorsslaps43 1.000
Uk EA G EY RARH B (P<05)

Pk k74 EFARAMAME  (0.70-0.99)

b

(0.40-0.69) > E ¥ ¥ £

FHFLRE (P<05)
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4 31 :RANKL ¥2 ALP £ 2'sip % 8 () 2 4Bt

# E 1} |ARANKL21 ARANKL31 ARANKL41 ARANKL32 ARANKL42 ARANKL43 AALP21  AALP31  AALP41  AALP32  AALP42  AALP43
ARANKL21 1.000 -0.091 0.673 -0.627 0.445 0.445 0.091 -0.273 -0.091 -0.573 -0.436 0.282
ARANKL31 1.000 -0.455 0.736 -0.718 -0.718 0.018 -0.236 0.064 -0.173 0.127 0.182
ARANKLA41 1.000 -0.864 0.918 0.918 -0.055 -0.364 -0.264 -0.609 -0.436 0.109
ARANKL32 1.000 -0.909 -0.909 0.018 0.109 0.164 0.300 0.345 -0.018
ARANKLA42 1.000 1.000 -0.100 -0.245 -0.291 -0.391 -0.373 -0.027
ARANKLA43 1.000 -0.100 -0.245 -0.291 -0.391 -0.373 -0.027

AALP21 1.000 0.745 0.691 -0.073 -0.109 -0.173

AALP31 1.000 0.636 0.500 0.127 -0.464

AALP41 1.000 0.236 0.591 0.155

AALP32 1.000 0.573 -0.555

AALP42 1.000 0.164

AALP43 1.000

iUk 7EA T E Y BApRkE (040-0.69) EEFLE (P<05)
"kk7EATE B AR (0.70-099) o EEFLE (P<05)
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# 32 : RANKL #7 Osteocalcin 2 " w#p gt £ () 2 49 H

BEB ARANKL ARANKL ARANKL ARANKL ARANKL ARANKL AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin AOsteocalcin
21 31 41 32 42 43 21 31 41 32 42 43

ARANKIL21 1.000 -0.091 0.673 -0.627 0.445 0.445 0.355 -0.018 -0.218 -0.291 -0.436 -0.236
ARANKL31 1.000 -0.455 0.736 -0.718 -0.718 -0.173 0.382 0.000 0.345 0.127 -0.518
ARANKLA41 1.000 -0.864 0.918 0.918 0.155 -0.127 -0.018 -0.364 -0.364 0.027
ARANKIL32 1.000 -0.909 -0.909 -0.200 0.382 0.236 0.445 0.391 -0.245
ARANKIL42 1.000 1.000 0.127 -0.300 -0.073 -0.427 -0.373 0.200
ARANKIL43 1.000 0.127 -0.300 -0.073 -0.427 -0.373 0.200
AOsteocalcin21 1.000 0.309 0.291 -0.355 -0.373 0.018
AOsteocalcin31 1.000 0.764 0.673 0.482 -0.500
AOsteocalcind1 1.000 0.436 0.609 0.055
AOsteocalcin32 1.000 0.818 -0.427
AOsteocalcind?2 1.000 0.136
AOsteocalcind3 1.000

iUk 7EA T E Y RApM (040-069) EEF LR (P<05)
"k k74T E B AR (0.70-099) o EEFLE (P<05)
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#. 33 : RANKL ¥ corsslaps £ 2" 3R¥p & () 2 190

B E | ARANKL ARANKL ARANKL ARANKL ARANKL ARANKL Acorsslaps Acorsslaps Acorsslaps Acorsslaps Acorsslaps Acorsslaps
21 31 41 32 42 43 21 31 41 32 42 43

ARANKL21 1.000 -0.091 0.673 -0.627 0.445 0.445 -0.282 0.027 -0.409 0.118 -0.418 -0.273
ARANKL31 1.000 -0.455 0.736 -0.718 -0.718 0.045 0.600 0.518 0.618 0.473 0.073
ARANKLA41 1.000 -0.864 0.918 0.918 -0.100 -0.327 -0.318 -0.291 -0.436 -0.036
ARANKIL32 1.000 -0.909 -0.909 0.027 0.391 0.564 0.400 0.609* 0.191
ARANKIL42 1.000 1.000 -0.018 -0.436 -0.455 -0.473 -0.527 -0.118
ARANKIL43 1.000 -0.018 -0.436 -0.455 -0.473 -0.527 -0.118
Acorsslaps21 1.000 0.018 0.055 -0.436 -0.318 -0.036
Acorsslaps31 1.000 0.055 0.855 0.164 -0.609
Acorsslaps41 1.000 0.218 0.882 0.682
Acorsslaps32 1.000 0.464 -0.345
Acorsslaps42 1.000 0.527
Acorsslaps43 1.000

iUk 7EA T E Y RApM (040-069) EEF LR (P<05)
"k k74T E B AR (0.70-099) o EEFLE (P<05)
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